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HEXAMETHONIUM* AND APRESO- 
LINE: THEIR EFFECTS ON AM- 
BULATORY HYPERTENSIVE 
PATIENTS: 

HOMER J. DUPUY, M. D.+ 
JOHN J. SIGNORELLI, M. D.+ 
EDGAR HULL, M. D.+ 


NEW ORLEANS 


This series of cases represents a group of 
patients with essential hypertension treated 
with hexamethonium chloride (esomid) 
and 1-hydrazinophthalazine (apresoline) on 
an outpatient basis. Our purpose in con- 
ducting the study with these drugs was to 
determine the feasibility of managing cases 
from the onset on an outpatient basis and 
to observe the effects of the drug over a 
reasonable period of time. We readily ap- 
preciate the advantages of hospitalizing pa- 
tients until a supposed safe adequate main- 
tenance dosage has been established, but we 
also realize the serious obstacles involved 
in hospitalizing a large group of patients; 
moreover, it has been shown that so called 
stabilized maintenance doses of these drugs 
on hospitalized patients have to be read- 
justed when these individuals return to 
their normal routine of life. PRecause of 
the rapidity of onset of hypotensive reac- 

+From the Department of Medicine, Louisiana 
State University School of Medicine, and the Hy- 
pertension Clinic, Louisiana State University Unit, 
Charity Hospital, New Orleans, Louisiana. 
(Esomid) and 1-Hy- 
drazinophthalazine (Apresoline) were supplied for 
this study by the Ciba Pharmaceutical Products, 
Inc. 


*Hexamethonium chloride 
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tions in individuals on fixed doses of these 
drugs and because of the unreliability of pa- 
tients attempting to correlate their own 
blood pressure determinations with changes 
in dosage, we do not feel that any variation 
in dosage should be determined by the pa- 
tient himself on the basis of his taking his 
own blood pressure. We feel very strongly 
concerning the advisability of thoroughly 
familiarizing each patient with the hazards 
of the drug, the important symptoms and 
signs of an impending hypotensive reaction, 
and what procedure to follow when these 
impending symptoms present themselves. 
However, reactions may occur in spite of 
all preventive measures. 

Paton and Zaimis! introduced a series of 
polymethylene bistrimethylammonium com- 
pounds of which hexamethonium (C,) com- 
pounds are derived. The mode of action of 
hexamethonium in lowering of blood pres- 
sure is in the production of a blockade of 
autonomic ganglia. 1-hydrazinophthala- 
zine (apresoline) on the other hand acts at 
various levels on the brain and on the peri- 
pheral arterioles. It is also believed that 
apresoline has the effect of neutralizing 
humeral pressor substances.” One import- 
ant action attributed to apresoline is that 
blood flow through the kidneys with and 
without renal damage is increased, although 
glomerular filtration is not." 

We have followed the generally accepted 
method of administering these drugs, name- 
ly, by giving small initial doses of 250 mg. 
of hexamethonium twelve hours in 
each case. Further increases in dosage and 
the combination of hexamethonium and 
apresoline were determined on an individual 


every 
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basis, depending on the severity and persist- 
ence of reactions, cooperation of the pa- 
tient, and response of the hypertension. All 
patients, with the exception of two who dis- 
continued the drug after the first few days, 
received a combination form of therapy. 
The average dose for hexamethonium was 
500 mg. and 750 mg. alternating at six hour 
intervals; the average dose of apresoline 
was 50 mg. at six hour intervals. A few 
patients in this group were able to tolerate 
as much as 3 grams of hexamethonium and 
100 mg. of apresoline in a twenty-four hour 
period, the dosage schedule being 750 mg. 
of hexamethonium and 100 mg. of apreso- 
line every six hours. 


FABLE 1 
rOTAL VPATIENTS i 
Color White 13 Colored 17 
Sex Male 9 Female 21 
Age Range 30-60 yrs. Avg. age 44.7 yrs. 
*These patients had beet ollowed previously some fot 


ears 


We have used other drugs and found them 
wanting — phenobarbital, dihydrogenated 
alkaloids of ergot, veratrum viride prepa- 


rations. 


rABLE 2 
\VERAGE PRETREATMENT BLUOD PRESSURI 
LEVELS 
White 207 mmHg - Systolic 
117 mmHg - Diastolic 


Colored 200 mmHg - Systolic 


125 mmHg - Diastolic 
rABLE 
INITIAI RESPONSI COLORED PATIENTS 
No Nou SIGNIFICANT 
SI NIFICAN 
Number of 
Colored Patients 
17 23.5% 17.7% 58.8% 
MAINTAINED RESPONSE 
No Not SIGNIFICANT 
SLENTPICANI 
Number of 
Colored Patients 
14 71.4% 21.40% 7.2% 
*1 patient was not followed for a sufficient length of 
time, 2 patients refused the drugs after a_ significant 


initial response. 


ramethonium and Apresoline 


TABLE 4 


INITIAL RESPONSE-—WHITE PATIENTS 


Non} Not SIGNIFICAN 
SIGNIFE ICANT 
Number of 
White Patients 
13 VTA 7.7% 84.6% 
MAINTAINED RESPONSE 
NONE Not SIGNIFICAN 
SIGNIFICANT 
Number of 
White Patients 
10 20% 70% 10% 


patients refused the drugs after significant initi 


*3 
responses 


TABLE 
OVER-ALL RESULTS 


INITIAL RESPONSE ‘TOTAL PATIENTS [4 


NONE NOI SIGNIFICANT 
SIGNIFICANT 
16.6% 13.3% 70.1% 
MAINTAINED RESPONSI TOTAL PATIENTS 2 
NONE NOT SIGNIFICANT 
SIGNIFICANT 
50%, 41.6%; 8. 4% 


Reports from medical literature indicate 
varied responses to these drugs over long 
term periods of treatment. Enthusiastic 
reports by Schroeder? using a combination 
form of therapy with hexamethonium and 
apresoline, and by Moyer* using apresoline 
alone, have added impetus to the accounts 
of beneficial results obtained in treating hy- 
pertension. It is true that these authors 
used larger doses of apresoline than our 
group of patients were able to tolerate. On 
the other hand J. D. Blainey' reporting on 
a group of 34 patients with severe hyperten- 
sion using hexamethonium in dosage vary- 
ing from 2 to 6 grams a day reported that 
all patients after a nine month period 
showed a return of blood pressure to pre- 
treatment levels; however, during this 
period all patients showed some degree of 
hypotensive effect. M. A. Khan* reported 
similar results, using apresoline alone in 
doses as high as 1200 mg. daily, and in 
combination with hexamethonium, the dos- 
ages being 450 mg. of apresoline and 2250 
mg. of hexamethonium daily. 

TOXIC EFFECTS 

Five patients or 16.6 per cent of the group 
of 30 patients refused to take the drugs 
after significant initial responses. This was 
done in spite of reassurance that the symp- 
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toms might only be of temporary duration. 
Unpleasant reactions that precipitated vol- 
untary discontinuance of the drug consisted 
predominantly of postural dizziness, blur- 
ring of vision, weakness and headache. Con- 
stipation was a minor complaint. Twenty- 
four, or 80 per cent of the total of 30 pa- 
tients had some side reactions, usually dur- 
ing the first few weeks of therapy. Two pa- 
tients, or 6.6 per cent of the group, had one 
or more syncopal attacks during the course 
of treatment—and in both cases the attacks 
occurred well along during the course of 
therapy—six weeks after beginning treat- 
ment. 





CONCLUSION 

Our experience with drugs used in the 
therapy of hypertension leaves us with no 
doubt that both hexamethonium and apreso- 
line are very potent hypotensive agents. Of 
the two hexamethonium is the more potent. 
Both are effective in the majority of cases 
in producing an initial fall in blood pres- 
sure. It is impossible, however, to predict 
in which patients there will be a hypoten- 
sive effect, and it is likewise not possible to 
determine the duration of the efficacy of 
these drug’s on a long term basis when a hy- 
potensive effect is obtained. 

While we are very much encouraged by 
the hypotensive effects of these drugs, there 
still remains much to be desired as regards 
their fulfilling the requirements of an ideal 
drug for the therapy of essential hyperten- 
sion. The rather significant fluctuation in 
blood pressure of patients on these drugs, 
the severe symptomatology associated with 
hypotensive levels or a rapid fall in blood 
pressure, the failure of these drugs to main- 
tain a sustained relative hypotensive effect 
on a significant number of patients on a 
normal every day routine, and most import- 
ant the failure of these drugs to continue to 
exert their effects over a reasonably long 
period of time—are some of the obstacles 
that must be surmounted in order to ap- 
proach the goal of a better therapeutic regi- 
men for the hypertensive patient. 

It is our belief that hypertensive patients 
can be treated with these drugs on an ambu- 
latory basis with the understanding that 


417 
these individuals are thoroughly informed 
regarding side effects and the symptoms of 
an impending severe hypotensive episode. 
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THE ROLE OF POTASSIUM IN 
DIABETIC ACIDOSIS* 


MORRIS J. WEISLER, M. D. 
NEW ORLEANS 


The elucidation of the role of potassium 
in diabetic acidosis on a clinical level is a 
relatively development which has 
served to pinpoint a clinical dictum which 
nas been well known and regularly applied 
for many years—feed them early, particu- 
larly with tomato juice, orange juice, bouil- 
lon or other meat extracts, thus supplying 
fluids and “other factors.” With greater 
knowledge, one of these “‘other factors” of 
considerable importance has been found to 
be potassium, thus furthering our under- 
standing of the pathogenesis of previously 
vaguely understood cases of resistance to 
therapy. Let me emphasize that this is not 
the only factor responsible for these recalci- 
trant cases. Knowledge of the vital role of 
potassium in these patients only serves to 
reduce their number. 


recent 


Gamble’s succinct diagrams! will serve to 
define the chemical anatomy of our ion: 
(Figure 1). Here we see the marked dif- 
ference in the concentrations of intracellu- 
lar and extracellular potassium on either 
side of a semipermeable membrane which, 
on the basis of the physical characteristics 
alone of the cell membrane, would be ex- 
pected to result in an equilibrium at approx- 
imately equal concentrations. This marked 

*Presented at the Seventy-third Annual Meeting 
of the Louisiana State Medical Society, New Or- 
leans, May 9, 1953. 
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shift in the point at which the equilibrium 
is maintained is attributed to the ‘‘vital”’ 
function of the cell membrane, which im- 
plies a living cell.2 As will be seen later, 
changes in either direction of the concentra- 
tion of the extracellular potassium, which 
represents a very small fraction of the total 
potassium, will profound 
changes and even death in the type of cases 
under consideration. 


body produce 


The following simplified diagrams (Fig- 
ure 2), will permit a more rapid review of 
the more important factors involved in 
maintaining the concentration of the extra- 
cellular or serum potassium; the capillary 
membrane, acting only as a semipermeable 
membrane, not being important in our con- 
sideration of potassium, and therefore, not 
being included in the diagrams. In the nor- 
mal individual in health, the concentration 
of extracellular potassium is maintained by 
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Acidosis 


LRINE 


Figure 2 


the equilibrium at the cell membrane and 
the balance between the ingestion and uri- 
nary loss of potassium. 

With the development of diabetic acido- 
sis, potassium is lost in increasing amounts 
by the urinary route* (until and if progres- 
sion occurs to shock and oliguria), and fre- 
quently vomiting occurs with its further 
loss of potassium (which is about three 
times as concentrated in gastric juice as in 
the serum! *). The movement of potassium 
through the extracellular fluid volume is 
such as to maintain a normal or elevated 
serum potassium concentration.® But the 
administration of insulin (Figure 3) 








Figure 3 


markedly changes the direction of the shift 
of potassium across the cell membrane, since 
animal experiments have indicated that ap- 
proximately three millequivalents of potas- 
sium must be shifted into the cells for each 
gram of glycogen deposited,’’ a toll which 
could, and does, rapidly (within two to 
twenty-four hours) reduce the serum potas- 
sium to levels which can be consistently 
demonstrated to be low by quantitative de- 
termination, and are frequently clinically 
demonstrable by the following, in order of 
appearance (Figure 4). 
1. Electrocardiographic changes. 
a. Lengthened QT interval, being pri- 
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“LINLICAL RECOGNITION 
OF _ HYPOKALEMIA-~ 


“-<G changes adit to ow on 


blood pressure 





all aim 
" | cordial murmur 
4) LOUd SYSTOLLC precordaia! murmu 


4 Ascending skeletal muscle paralysis 


Figure 4 


marily prolonged by a low, broad, 
frequently notched T wave. 
). Depressed ST segments. 

2. Fall in blood pressure, particularly 
diastolic, but eventually systolic also, 
these readings being a reversal of the 
direction of change of the blood pres- 
sures recorded as the frequently as- 
sociated initial shock picture is cor- 
rected in the first 
treatment. 


several hours of 
3. Loud systolic precordial murmur. 

!, Ascending skeletal muscle paralysis, 
ranging from general weakness only 
(most frequent), to demonstrable flac- 
cidity involving first the extremities, 
then the trunk, and finally the dia- 
phragm and intercostal muscles of 
respiration, producing the typical 
fish-mouth gasping for breath because 
of the sole reliance on the accessory 
muscles of respiration in the neck. 
However, not infrequently, isolated 
and relatively small muscle groups, as 
of the eye, are involved. 

Usually we can start feeding our patients 
in two to twelve hours and furnish enough 
potassium to satisfy the metabolic needs of 
glycogen deposition. (Figure 3). If the 
usual feedings are not sufficient to prevent 
the development of evidence of hypokalemia, 
or lowered serum potassium, then (Figure 
5) 2 grams of potassium chloride or citrate 
be given by mouth every thirty min- 
until 8 to 18 grams are given. How- 
ever, gastric dilatation and persistent nau- 
sea and vomiting only too frequently make 
this route impractical, and we must resort 
to the subcutaneous or intravenous route. 
At this point let me emphasize that a good 


may 
utes 
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TREATMENT of HYPOKALEMIA_ 


[I ORAL 
) Sott diet containing foods rich in potassium. 


gm.KCl or citrate every 3Omins. until 


@ rv 


“L& oms. are diven 


OT. HYPODERMOCYLSIS 





A) Most satistactory 
B) lIsotonic (1.14%) solution of KCI or diluted 
4 


{ | ; 4 
with equal parts ot physiological saline 


C) 3Occ. ot 22.3% KCI (2.23. gms. or 30m E/iocc) 


added to a liter of parenteral Fluid 


o not use hyaluronidase 


Cc eCO derore 


and atter each 500c.c 


Figure 5 


output of urine should be obtained before 
the administration of potassium is under- 
taken, with certain exceptions which need 
not be entered into in a presentation of this 
brevity. 
Administration of potassium by hypo- 
dermoclysis is most satisfactory from the 
point of view of ease and safety. An iso- 
tonic (1.14 per cent) solution of potassium 
chloride can be used as such, or preferably 
diluted with equal parts of physiological 
saline,'” as reported from other institutions, 
but at Touro Infirmary a stock solution of 
22.3 per cent potassium chloride (2.23 
grams or 30 millequivalents per 10 cc.) or 
of buffered potassium phosphate (5 cc. of 
15.6 per cent potassium acid phosphate and 
5 ec. of 43.5 per cent potassium basic phos- 
phate constituting a mixture also containing 
30 millequivalents of potassium per 10 cc.) 
is used, about 30 cc. being added to a liter 
of whatever parenteral fluid is being admin- 
istered. If hyaluronidase is not used, it is 
generally safe to check the electrocardio- 
gram after every 500 cc., thus insuring only 
a return to a normal QT interval and T 
wave configuration, and not a swing to the 
opposite extreme of evidence of hyperka- 
lemia, with the following sequence of 
changes in order of appearance. (Figure 6) : 
A shortened QT interval and tall, peaked 
T wave, then a broadening of the QRS com- 
plex, marked primarily by the appearance 
of, or broadening of a previously present 
S-wave, and the prolongation of the PR to 
the point of heart block, and lastly the sine 








Figure 6 


wave just prior to death. Without electro- 
cardiographic control we are interested in 
administering only enough potassium to 
correct the blood pressure changes, precor- 
dial murmur, and skeletal muscle symptoms 
previously described. 

The route of administration which is in- 
dicated in patients with evidence of marked 
hypokalemia (as when ascending paralysis, 
and particularly ‘‘fish-mouth” type of res- 
piration, have developed), is the intraven- 
ous one (Figure 7), but this requires the 


TREATMENT ot HYPOKALEMIA @oritd 
il. INTRAVENOUS 





A) Necessary with evidence ot severe 
hypokalemia 
B) Requires constant 


physician and ties 
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gdtts/min at First 


ist rate by trequent ECG checks 


Figure 7 


practically constant attendance of a physi- 
cian with a direct writing electrocardio- 
graph machine for frequent checks of the 
effects of the serum potassium on the elec- 
trocardiogram. For it must be remembered 
that the transfer of potassium from the ex- 
tracellular to the intracellular fluid volume 
is a function of a viable cell membrane, and 
the time factor is an important considera- 
tion—administration of potassium more 
rapidly than it can be cleared from the ex- 
tracellular fluid volume results in toxic con- 
centrations which can, and have, resulted in 
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death of the patient in cardiac standstill or 
ventricular fibrillation. Unfortunately, the 
“clearance rate” is not predictable from pa- 
tient to patient, or always in the same pa- 
tient, so that only approximate rates of ad- 
ministration can be initiated, and contro! 
must be exercised by the previously listed 
criteria. We add from 30 to 50 cc. of our 
22.3 per cent potassium chloride solution to 
a liter of whatever infusion other consider- 
ations in the particular patient may indi- 
cate, and start with a rate of administra- 
tion of about 60 to 120 drops per minute, 
adjustments 
the electrocardiographic changes checked at 
first at five minute intervals, and, when the 
electrocardiogram has improved to approx- 
imately normal, decreasing the rate of ad- 
ministration by about one-third to one-half, 
and checking further until a rate of admin- 
istration is determined which maintains a 
stable and relatively normal electrocardio- 
gram, after which the interval between elec- 
trocardiogra phic gradually in- 
creased and the potassium administration is 
changed to the oral or clysis routes. Us- 
ually after twenty-four to forty-eight hours 
the patient is eating enough to permit ade- 
quate control with one or two electrocardio- 
grams per day for a few more days. 
CASK REPORT 
In August, 1950, a 12 year old girl, a known dia- 


subsequent being based on 


checks is 


betic since 4 years of age, was brought into the hos-. 
pital at 9 A. M. in a diabetic coma, responding only’ 
to painful stimuli. In addition to the marked de- 
hydration expected, it was also noted that her blood 
pressure was about 100/60, and reflexes were pres- 
ent in all extremities. fluid, sodium 
chloride, and insulin therapy was instituted. How- 
ever, diuresis progressed at such a rate that after 
hours the patient appeared almost as dehy- 
drated as when first seen, despite the fact that she 


Intensive 


four 


responded somewhat to questions and moved about 
in bed so as to appear improved clinically. About 
2 P. M., after five hours of therapy, it was noted 
that the patient was moving about less, seemed to 
have lapsed into coma again, and that the dias- 
tolic blood pressure was down to zero. About 3 
P. M. reflexes were not obtainable, and a loud sys- 
tolic precordial murmur was heard for the first 
time. About 4 P. M. a gasping “fish-mouth” type 
of respiration was noted, and the patient appeared 
moribund. Institution of intravenous potassium 
chloride therapy raised the diastolic blood pressure 
to her normal, eliminated the systolic precordial 
murmur, and produced a return of extremity re- 
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flexes and more normal respiration in thirty min- 


utes to one hour. Although electrocardiographic 
of the various stages in the above 
clinical pictures was obtained, it can be seen that 
there was a wealth of clinical signs upon which 


diagnosis and therapy could be based. 


corroboration 


SUMMARY 

In summary let me emphasize the follow- 
ing points: 

1. The role of potassium in diabetic 
acidosis has been established on a clinical 
and working basis so that diagnosis and 
treatment can be accomplished at the bed- 
side by signs and symptoms in a given con- 
text. 

2. Pecause of the inevitable physiologi- 
concomitants of this potas- 
sium can and should be administered orally 
or parenterally about four to six hours 
after therapy has been instituted, if ade- 
quate diuresis has been obtained. 

3. The administration of 
potassium is dangerous. Those who are not 
familiar with the possible complications and 
who do not have adequate control facilities 
had best never apply this route for the ad- 
ministration of large amounts of potassium 
in a short period of time. 


cal process, 


intravenous 
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DIABETES IN CHILDHOOD* 
EDWIN L. RIPPY, M. D. 
DALLAS, TEXAS 


Diabetes occupies a unique position in the 
field of medicine in that it is one of the 
very few disorders that may have its onset 
at any age—from the toddling babe to the 
octogenarian. Though the abnormal phy- 
siology is basically the same regardless of 
age, the clinical picture and the response to 
therapy vary so greatly in the various de- 
cades that it is necessary to give special con- 
sideration to age groups, more particularly 
to children. 

I know of no case on record of a child 
born with diabetes, yet there are reported 
cases of onset at nine weeks and thereafter. 
It is difficult to estimate the number of ju- 
venile diabetics in this country. The Na- 
tional Health Survey revealea that under 
age 15, one child in 2500 has diabetes. 
Joslin suspects that there are 60,000 dia- 
betics now living whose disease began in 
childhood—this would seem conservative. 

Sir William Osler in his textbook of 1892 
stated: “In children the disease (diabetes) 
is rapidly progressive, and may prove fatal 
in a few days.” This was literally true be- 
fore the days of insulin, and is still true un- 
less informed parents recognize early symp- 
toms and astute doctors make an early diag- 
nosis and institute therapy immediately. 
Childhood diabetes proceeds invariably to 
acidosis, coma, and death within from three 
to twelve months unless treated with 
sulin. 


in- 


ONST'l 

The onset of diabetes in children is most 
often relatively abrupt and dramatic. 
Though varying in detail, a typical case will 
run something like this: The child will 
probably be sturdy, healthy, and of normal 
weight, and parents will likely as not be 
nondiabetic. There may have been an acute 
illness in the immediate past. Almost si- 
multaneously there will develop the classic 
quartet of symptoms: (1) an increase in 
appetite (though this may be negligible), 





*Presented at the Seventy-third Annual Meeting 
of the Louisiana State Medical Society, New Or- 
leans, May 9, 1953. 
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accompanied by (2) a paradoxical weight 
loss that, at its height, may amount to a 
pound a day, (3) an unquenchable thirst 
that may result in the consumption of 3 to 
1 gallons of water a day and a resultant (4) 
polyuria. These symptoms tend to progress. 
The child appears literally to spend his time 
going from ice box to water fountain to 
bathroom! If these symptoms are not in- 
terrupted within one to two to three weeks 
by proper treatment, there will usually de- 
velop apathy, irritability and drowsiness. 

Most alert parents will bring the child for 
examination during this time. The patient 
will present an ill appearance—has become 
underweight, lifeless and dehydrated. The 
urine will invariably show strong glyco- 
suria and ketonuria, and a confirmatory 
sugar, which may be taken at any 
time during the day, will be high, usually 
in excess of 300 mgm.”. The child is in 
mild acidosis and institution of treatment 
at this time will avoid dread diabetic coma 
which, in due time, would inevitably ensue. 
Therefore, whereas in adults the onset of 
clinical diabetes may be ironically insidi- 
ous manifesting itself in terms of months 
and years, in children the problem is one of 
days or weeks, though one child reported by 
Colwell, age 12, had an onset of four years. 
Often the diagnosis may present difficulties 
in adults, requiring a glucose tolerance test 
for confirmation; rarely is such true of chil- 
dren. The diagnosis may be made in 99 per 
cent of cases from the simple urine speci- 
men. Asa matter of fact, when the diagno- 
sis is in doubt in a child, diabetes is usually 
not present. However, renal glycosuria is 
occasionally seen in which there is glyco- 
suria with normal blood sugars. In these 
cases galactosuria should be ruled out by 
fermentation studies. Obviously, there are 
many variables in the typical case described 
In general, the younger the child 
the more rapid and vicious the onset. How- 
ever, regardless of age, the facts remain 
the same—the difference being one of 
timing. 


blood 


above. 


I know little of true infantile diabetes, 
this discussion being that of children from 
two years and on. Farrell, Hand, and New- 


comb of Children’s Memorial Hospital in 
Chicago have reported a series of 7 cases of 
diabetes in infants with sudden onset in- 
volving chills, fever, stupor, nuchal rigidity, 
rales in the chest, and other evidences of 
an acute febrile illness. Diagnosis in each 
instance was unsuspected and the mortality 
was high in spite of treatment. 

The child whom you have just found to 
have diabetes is literally dying. There are 
methods at your disposal which will save 
his life but it will take a great deal of your 
time, your patience and your knowledge. 
This will prove to be a relatively unremu- 
nerative case. For the next few days you 
will spend much time in altering this vicious 
sequence of events and in orientating the 
confused and disturbed parents, not to men- 
tion the tedious hours of instruction as you 
literally become the life-long guardian of 
this child’s physical and emotional develop- 
ment. If you do not wish to undertake this 
obligation, refer the child to someone who 
does. 

In the younger child the parents are ob- 
ligated to learn the facts of control; the 
child, however, being taught to do urine 
testing and even to give his own insulin as 
early as possible. A diabetic child is reared 
as all children should be. They must not be 
treated as afflicted children. They must be 
taught at an early date self discipline and 
self reliance. They tend to develop a sense of 
responsibility and to mature earlier than 
the average child. When well controlled, 
they are a healthy lot and tend to be above 
the average in general intelligence. The 
petted, spoiled, overprotected diabetic child 
will eventually destroy himself as adult- 
hood tends to separate him from parental 
protection. Actually, however, the diabetic 
child, if given half a chance, adapts himself 
amazingly well to his disorder much to the 
surprise of all concerned. 

Pack, however, to the clinical picture of 
the just diagnosed diabetic child and a few 
suggestions regarding control measures to 
be employed. It is essential that the patient 
be hospitalized immediately upon diagnosis. 
The period of control can be divided into 
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three rather definite periods, lasting ap- 

proximately six weeks: 

THREE PERIODS OF CONTROL 

1. Establishment of diet and insulin to 

overcome glycosuria and ketonuria. 

Rapid relief from symptoms will be 

noted and weight gain commence— 

takes about one week. 

2. Period of metabolic recovery. The 
child will continue to improve sub- 
jectively and objectively. There will 
develop a progressive improvement 
in tolerance for glucose, and insulin 
will be judiciously reduced from its 
high peak. Hypoglycemia must be 
avoided. Lasts two to three weeks. 

3. Period of stabilization—insulin 
quirement becomes relatively 
stant—one to two weeks. 

This child, if not vomiting, should be 
placed on an appropriate diet for his age 
at the onset. A child’s food needs are rela- 
tively great and though there are charts 
available with calculated diets for various 
age groups, the following rules are practical 
and helpful: 


FOOD REQUIREMENTS FOR CIELDRIEN 


re- 
con- 


1. Total calories per day will average 
1000 plus 100 for each year of age. 
Protein requirement should average 
approximately 2 grams per pound per 
day or about 20 per cent of total calo- 
ries (50-70 grams). 

3. Carbohydrate intake should constitute 
approximately 40 per cent of the total 
calories. (Average 140-200 grams). 
1. Fats are added in amount to complete 

caloric need. 

There is a certain trial and error factor in 
the regulation of a child’s diet. Once the 
basic diet is established, changes can be 
made depending on appetite and weight re- 
sponse. It is likely that when the child’s ap- 
petite levels off after four to six weeks, the 
diet may have to be reduced. Further, in- 
asmuch as a formal diet is desirable at all 
times, a growing child’s diet should be re- 
calculated yearly. The measured diet is 
satisfactory though weighing food at the 
onset is good training for both mother and 
patient. 

There are several different opinions as 


iw 
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to the best insulin for children and as to 
the distribution of the food. I have a 
strong feeling that Type NPH insulin gives 
by far the best coverage in children and, if 
used, the food should be distributed with 
this insulin in mind. Suggested distribu- 
tions are: 


DISTRIBUTION OF THE DIABETIC DIET FOR 
CHILDREN 
Beprimi 
BREAKFAST LUNCH SNACK SUPPER SNACK 
1/5 2/5 Yes 2/5 Yes 
OR 
1/3 1/3 Yes 1/3 Yes 


The snacks should be protein and or carbo- 
hydrate foods of about protein-5 grams, car- 
bohydrate-15 grams value. 
INSTITUTION OF INSULIN THERAPY 

When the control is first instituted, it is 
best to use unmodified insulin ‘‘on demand” 
for the first few days. An appropriate plan 
would be to collect urine specimens every 
four hours day and night and give regular 
insulin as follows: 
units 
units 
units 


units 


If urine 
If urine 
If urine 
If urine 


is 4 plus give 16 
is 3 plus give 12 
is 2 plus give 8 
is 1 plus give 4 
As clearing of sugar appears, the night 
specimens may be gradually omitted. One 
is always surprised at how much insulin a 
child will need daily at the onset—80 units 
plus or minus not being unusual, the need 
decreasing by the day. The extreme sensi- 
tivity of infants to insulin must be remem. 
bered, however, their dosage of insulin be- 


ing calculated in tenths of a unit. As the 
insulin dosage appears to level off, one 


should switch to Type NPH insulin, giv- 
ing a total morning dose of approximately 
three-fourths the total regular insulin of 
the last day. From this point on it is a 
matter of watching urine specimens be- 
fore each meal and bedtime and altering 
insulin as judgment dictates. It is unwise 
to supplement with regular insulin except 
in the morning and even then it is risky. 
Children react badly to venepuncture and 
blood sugars are of little value until the 
urine specimens are relatively clear. The 
micro-method of calculating blood sugars is 
better in children. 
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Usually a child’s initial hospitalization 
will last seven to fourteen days, the first 
stage of control having been completed. 
Thereafter, at home the mother will be obli- 
gated to lower insulin gradually, depending 
on q.i.d. urine specimens. In fact, one must 
anticipate the expected increase in tolerance 
and lower the doses, perhaps daily, before 
the specimens become all negative. Most 
children may be well regulated on one morn- 
ing dose of NPH insulin; awkward insulin 
schedules are to be avoided. The daily in- 
sulin dose will vary with the child, some 5 
and 6 year olds doing well on 6 to 12 units 
per day. It has been said that, on an aver- 
age, a child when well controlled will re- 
quire an insulin dosage that may be calcu- 
lated by multiplying his age by 3. However, 
there are no dependable rules and the final 
maintenance will have to be 
mined in each individual case. 

It is well to mention at this point that 
hypoglycemia is to be carefully avoided in 
children. The episode is sudden and dra- 
matic in onset and recent observations in- 
dicate that irreparable brain damage may 
occur resulting in permanent mental re- 
tardation, epilepsy, and spastic paraplegia. 
During the period of control it is the doc- 
tor’s responsibility not to overdo the insu- 
lin; later the child must be taught the symp- 
toms of early insulin shock and _ should 
carry lump sugar to use in emergencies. In 
the event that coma should ensue as a re- 
sult of hypoglycemia, 0.5 ml. of epinephrine 
should be given immediately and followed 
by a conservative amount of glucose intra- 
venously. 


dose deter- 


During the initial control period a search 
should be made for infection and if even 
suspected, daily penicillin is indicated. 
Throughout the child’s life all infections, 
either localized or systemic, should be con- 
sidered emergencies as these are the most 
common precipitating causes of diabetic 
coma in children. During infection, re- 
gardless of appetite, insulin need almost in- 
variably increases and this fact, together 
with the uncertainty of constant food in- 
take, suggests that it is a good plan to dis- 
continue modified insulin and return tem- 
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porarily to “insulin on demand” as indi- 
cated every four hours. Certainly the keto- 
nuria should be carefully watched. 

There are several general considera- 
tions worth remembering. A child’s con- 
trol should be maintained as close to nor- 
mal as possible yet it is unsafe for him to 
have a constantly negative urine specimen; 
to spill sugar once or twice a day is accept- 
able. Exercise tends to upset the balance 
toward hypoglycemia and requires extra 
food. On the other hand, an emotionally 
disturbed child may begin to spill sugar 
and ketone bodies and may require tempo- 
rary increase in insulin. There is no place 
in the life of a child diabetic for the so- 
called “free diet’? advocated by those who 
believe hyperglycemia is a relatively unim- 
portant feature of the disease. We cannot, 
however, completely disregard the honest 
concept of Guest that moderate hypergly- 
cemia is acceptable and does not hasten 
complications. It is to be hoped that this 
controversy may be clarified in time. If we 
are to believe Joslin’s thought that perfect 
control (impossible) will prevent compli- 
cations, and on the other hand are to avoid 
hypoglycemia, then literally a balanced 
child diabetic is a bit like a tight rope 
walker! 

In due time the diabetic child will de- 
velop a remarkable degree of balance with 
insulin changes required infrequently. How- 
ever, it is to be remembered that diabetes 
is not a static state and one must watch 
for sudden unexplainable changes in toler- 
ance and alter insulin early. Diabetes, pre- 
viously easy to handle, will become erratic 
in its behavior at puberty and require spe- 
cial attention involving insulin increases. 
Teen-age diabetes is perhaps the most dif- 
ficult of all to handle both because of in- 
trinsic changes in the diabetic state and be- 
cause the youngster is in a period of emo- 
tional unrest and social development with 
oft times a resultant resentment toward the 
self discipline imposed by his disorder plus 
some self consciousness. The instinct to be 
“one of the gang” is often greater than that 
of self preservation and he is likely to 
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break “training rules.”’ Then, he is badly 
in need of counseling and encouragement. 
EMERGENCY TREATMEN' 

Most children are at least mildly acidotic 
by the time the initial diagnosis of diabetes 
is made. The symptoms of such will respond 
promptly to therapy as before outlined. Un- 
fortunately, however, some drift into the 
entirely preventable complication of pro- 
found acidosis resulting in coma. Treatment 
is indicated on an emergency level to pre- 
serve life. Such treatment follows the 
basic principles outlined for adults with a 
few reservations. An outline of 
mended procedure follows: 

1. Hospitalization is mandatory. 

2. A catheter, if indicated, is inserted 
and left in place and urine specimen 
collected by the drop method every 
two hours. 

If the patient has received no insulin 
in six to twelve hours, he is given I 
unit of insulin per pound of body 
weight. One half of this amount may 
be given intravenously if the patient 
is in shock. 
1. Intravenous physiological saline is 
instituted immediately and given as 
rapidly as tolerated. After one to two 
hours, 5 per cent glucose in saline is 
substituted and administration is re- 
duced to 400-800 ml. per hour. 
Depending on the condition of the pa- 
tient, regular insulin is given every 
three to four hours in doses of 1 unit 
for each 3 to 4 grams of glucose ad- 
ministered or “fon demand” as follows: 

16 units 

12 units 

8 units 

4 units 
6. If food is not taken within six to 
eight hours, 1 to 2 grams of potassium 
chloride may be added to the intraven- 
ous mixture. 
When food is tolerated, the amount 
is dictated only by the patient’s appe- 
tite and regular insulin is continued 
as above at four and then six hour in- 
tervals. In due time an appropriate 
diet is prescribed and NPH insulin 
started as a single morning dose. 


recom- 


wy 
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Plood sugar determinations are not particu- 
larly helpful, the urine tests for both sugar 
and ketone bodies being a dependable guide 
for insulin administrations and evaluation 
of progress. Actually the pH of the blood 
is a more critical index and its use as a guide 
is becoming more popular. The insulin re- 
quirement will remain relatively high for 
some period of time after an episode of 
acidosis. Some recommend the use of alka- 
line therapy if the CO. combining power is 
below 20 volume per cent (using either 
sodium bicarbonate or Hartmann’s solu- 
tion.) In my experience these have been 
unnecessary. 
LONG TERM CONTROL. 

I once erroneously thought a diabetic on 
a reasonable amount of insulin, though 
poorly controlled, would not go into diabetic 
coma. However, I have seen innumerable 
examples of such happening. Contributing 
circumstances are long term poor control 
with inadequate insulin onto which is su- 
perimposed either infection, neglect to take 
insulin a day or two, or an emotional upset. 
The need for all diabetic children to have 
urine checked 4 times a day for sugar and 
once a day for ketone bodies is again em- 
phasized. 

Fortunately, today, children do not die in 
diabetic coma, thanks to Banting and Best, 
and our attention is directed toward the 
long-term followup of the diabetic child. 
What are his prospects and what does he 
have to forward to? Certainly the 
outlook is encouraging. Much credit is due 
the Joslin group for teaching throughout 
the years the value of close control of the 
diabetic in an effort to minimize complica- 
tions, but only recently did I hear Marble 
state that it is their feeling that optimum 
control may even prevent complications. 
Unfortunately, this is probably an overly 
optimistic statement. Obviously, no one has 
been on insulin over thirty years and that 
number is unknown. It will take thirty 
more years to evaluate th life expectancy 
of children. It is difficult or impossible to 
maintain “perfect control’ throughout a 
child’s years of growth and development. I 
know many young people who have been on 
insulin twenty to thirty vears. Some show 


look 
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retinal changes and albuminuria and others 
show no demonstrable damage. These lat- 
ter have had long-term favorable control. 

I am thinking of one young man of 20, 
a diabetic for twelve years, now stunted in 
growth, .with a fatty liver, retinal changes 
and kidney damage. He illustrates the 
tragedies of childhood diabetes—the loss of 
a mother at age 12, little home life or moral 
encouragement thereafter and, hence, atro- 
cious control throughout the years. 
recall a girl, now age 30, a diabetic since 
age 3, in an excellent state of health; her 
medical care and 
been of the best. 


I can 


self management have 


Jackson of Iowa and Priscilla White of 
Boston have each analyzed the records of an 
impressive number of diabetic children and 
find that there is a strong evidence to indi- 
cate that a high level of control is essential 
to survival and protection. Graphic Asso- 
for Public Affairs Committee esti- 
mated life expectancy of a 10 year old dia- 
betic as thirty-two more years ten years 
ago, and as forty-five more vears today. It 
is to be hoped that expectancy may be ex- 
tended in the future. 


ciates 


The child’s amazing adaptability to the 
diabetic regime has been mentioned. It is 
essential, furthermore, that he be a mem- 
ber of a well adjusted home; that he receive 
consideration but not over solicitude; and 
that he be taught to live openly with his 
diabetes. If guided correctly, he will be- 
come a healthy, hardy child and there is no 
pleasure of youth he should not enjoy as 
long as he knows how such will influence 
his diabetes and what to do about it. The 
girls will grow into normal womanhood 
and should not be denied marriage (prefer- 
ably to a nondiabetic) or motherhood. 

You may feel that I have put undue te- 
dious emphasis on some phases of diabetic 
care in children, or have been a bit too ele- 
mentary. Even with our present knowl- 
edge I continue to see many tragedies, 
either the fault of uninformed parents or 
equally uninformed doctors. For example, 
in our own teaching hospital a husky 11 
year old girl was admitted recently with a 
picture of unconsciousness, dyspnea, fever. 
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dehydration of, the parents claimed, only 
twenty-four hours duration from the onset. 
She was sent to the polio ward and a diag- 
nosis of diabetic coma first suspected when 
a high spinal blood sugar was found. She 
died. 

Another youngster was seen at home by 
her physician for abdominal pain and vom- 
iting. She was given hypodermic sedation 
while the doctor rushed on to a “delivery.” 
She was quieted—in fact, went on into dia- 
betic coma from which she could not be re- 
vived. There are others. 

It is to be hoped, and entirely possible, 
that within the life span of diabetic chil- 
dren another great advance in therapy may 
come about. Until then, we must utilize 
our present rather satisfactory knowledge 
to the best advantage. 





O 

CURRENT TREATMENT OF 
HY PERTHYROIDISM* 
A. SELDON MANN, M. D.7 





NEW ORLEANS 
Hyperthyroidism occurs in (1) diffuse 
goiter of Grave’s disease (known as pri- 
mary hyperthyroidism), (2) toxic nodular 
or adenomatous goiter or (3) single ade- 
noma. For successful management of 
these diseases any of a number of therapeu- 
tic measures may be employed. These in- 
clude medications, such as iodine (I'**) 
(Lugol’s solution), thyroid extract or thy- 
roxin sodium, antithyroid drugs (propyl- 
thiouracil and others) and _ radioactive 
iodine (I'*') ; surgical measures; and rarely 
radiation. Treatment may appear compli- 
cated because of the multiple choice of 
methods available for successful ameliora- 
tion of symptoms. On the contrary, be- 
cause of a better understanding of thyroid 
gland physiology and the availability of 
antithyroid drugs, radioactive iodine, and 
refinements in surgical techniques, the phy- 

*Presented at the Seventy-third Annual Meeting 
of the Louisiana State Medical Society, May 8, 
1953, in New Orleans. 

+From the Departments of Internal Medicine, 
Ochsner Clinic, and Tulane University of Louis- 
iana, School of Medicine, New Orleans. 
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sician may now plan treatment to meet the 
needs and combat the problems of each indi- 


vidual case. Planning of effective therapy 


depends upon consideration of the type of 
goiter producing the hyperthyroidism, de- 
termination of the extent of the associated 
complications, and finally, evaluation of 
the emotional and economical aspects of 
each individual case. 

DIFFUSE GOITER WITH HYPERTILYROLDISM 

The usual patient with uncomplicated 
hyperthyroidism associated with a diffuse 
goiter of Grave’s disease presents no major 
problem in choice of treatment. Most of 
these patients are less than 45 years of age 
and for this reason alone the use of thera- 
peutic doses of radioactive iodine is more or 
less universally discouraged because the 
long range side effects of this type of radia- 
tion have not yet been determined. If it 
can be proved that these effects are not de- 
leterious to other tissues and structures, 
this form of treatment will be ideal for all 
patients with primary hyperthyroidism. It 
is probably the treatment of choice in pa- 
tients over 45 years of age because it is 
simple to administer, safe, economical, ef- 
fective in reducing the size of the goiter, 
and followed by minimal recurrences and a 
high rate of permanent remissions. The 
only disadvantages are that it is not yet 
generally available and hypothyroidism re- 
sults in 10 to 20 per cent of patients treated. 

Another type of therapy which is effec- 
tive against diffuse goiter is antithyroid 
medication. Propylthiouracil, which is 
most generally used, is well tolerated by 
most patients. Administration of 200 to 


100 mg. daily in divided doses at six or 


eight hour intervals causes the toxic symp- 
toms to begin to subside in five to ten days. 
The euthyroid state is usually reached in 
one to three months, depending on the de- 
gree of toxicity and the size of the gland. 
After the symptoms have been controlled 
and the basal metabolic rate has returned 
to normal, the same dosage schedule is con- 
tinued for approximately nine months. Dur- 
ing treatment the patient should be ex- 
amined at six to twelve week intervals for 
evidence of toxic symptoms or hypothy- 


roidism. Development of toxic symptoms is 
an indication for substitution of another 
antithyroid drug or another type of ther- 
apy. Hypothyroidism can be controlled by 
adding 1 to 2 gr. of dessicated thyroid ex- 
tract daily. This form of treatment is prob- 
ably most effective in patients with small 
to medium sized glands. It is economical, 
produces no loss of time or permanent com- 
plications and the thyroid is intact during 
remission. Its greatest disadvantage is the 
rather high recurrence rate, which varies 
from 25 to 50 per cent depending on the se- 
lection of cases. Other disadvantages are 
slow control of symptoms, continued or 
progressive enlargement of the gland and 
prolonged medication and observation. 

A third method of treatment consists in 
subtotal thyroidectomy after a euthyroid 
state has been produced by antithyroid 
medication. In the preoperative manage- 
ment 200 to 400 mg. of propylthiouracil 
daily in equally divided doses at six to eight 
hour intervals is given until all symptoms 
have disappeared and a euthyroid state is 
obtained. Lugol’s solution is given, 10 
drops daily for two or three weeks prior to 
operation, to effect involution of the gland. 
Properly prepared patients, improved sur- 
gical technique, and the antibiotics make 
operation relatively safe and the treatment 
of choice for patients with a large diffuse 
goiter or one which is suspected of being 
malignant. The advantages of surgical ex- 
cision are early control of hyperthyroidism 
and removal of the undesirable mass. The 
operative mortality rate is less than 1 per 
cent. This method of treatment is less 
economical, is followed by complications 
such as tetany or vocal cord paralysis in 
from 0.5 to 5 per cent of cases and hypo- 
thyroidism in 10 to 20 per cent of cases, and 
the recurrence rate approaches 15 per cent. 
From these brief considerations the treat- 
ment of choice can readily be determined 
roughly, at least initially, by the age and 
economical status of the patient and the 
size of the gland. 

TOXIC NODULAR GOITER 

Treatment of nodular goiter with hyper- 

thyroidism without serious complications 
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is surgical. The operative procedure is us- 
ually highly successful, the postoperative 
complications are minimal, the unsightly 
mass is removed and recurrences are rare. 
Though the carcinoma in 
these goiters varies from 1 to 19 per cent in 
reported series, its development is a defi- 
nite possibility which can be abolished only 
by surgical excision. These patients should 
be prepared for operation by administra- 
tion of adequate doses of antithyroid drugs 
(propylthiouracil). The amount of drug 
and time required to bring about a euthy- 
roid state may be greater than for primary 
hyperthyroidism. The terminal use of Lu- 
gol’s solution preoperatively is not neces- 
sary. 


occurrence of 


If for any reason operation is contrain- 
dicated, adequate therapeutic doses of radio- 
active iodine effective provided the 
tracer dose uptake study indicates a defi- 
nite avidity for iodine. If both operative 
treatment and use of radioactive iodine are 


are 


contraindicated, antithyroid drugs alone 
will control the symptoms. The major 
disadvantages of radioactive iodine and 


antithyroid drugs are slowness in attaining 
a euthyroid state, prolonged period of ob- 
servation, persistence of the goiter and un- 
certainty as to the presence of carcinoma. 

SINGLI 

There are conflicting opinions as_ to 
whether single nodules occur in hyperthy- 
roidism. In large series of reported cases 
in which a single nodule was suspected 
clinically, multiple adenomas were present 
in the surgical specimen more often than 
not. In any event, when a single toxic no- 
dule is suspected clinically, the treatment 
of choice is surgical. The relatively high 
incidence of carcinoma found in single ade- 
nomas may depend on whether the patholo- 
gist is “an optimist or pessimist;” never- 
theless the therapeutic approach is surgi- 
The disadvantages of the use of radio- 
active iodine and antithyroid drugs are the 
same as in toxic nodular goiter. 


ADENOMA WITH HYPERTIHYROLDISM 


cal. 


COMPLICATED CASES OF HYPERTHYROIDISM 
Because of the trend toward conserva- 


tive use of radioactive iodine, at least in 


P 
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some areas, in patients with hyperthyroid- 
ism less than 45 years of age, it seems per- 
tinent to mention some of the situations in 
which the choice of treatment is restricted 
to radioactive iodine in spite of age and 
other These include recurrent 
hyperthyroidism in diffuse toxic goiter fol- 
lowing one or more thyroidectomies, pri- 
mary hyperthyroidism after the age of 45 
vears, hyperthyroidism complicated by seri- 
ous cardiac or concurrent disease in which 
operation is inadvisable, recurring or per- 
sistent hyperthyroidism after use of anti- 
thyroid drugs, and occasionally, preference 
of the physician or patient for various rea- 
sons. Under these circumstances, an at- 
tempt is made to give an initial dose of 
I'*! that will relieve the symptoms but not 
cause hypothyroidism. The optimum dose 
depends upon the estimated weight of the 
gland, the percentage of I'' uptake in 
twenty-four hours after a test dose of 100 
microcuries indicating the avidity of the 
gland for iodine. 


factors. 


Accumulated experience 
indicates that the average therapeutic dose 
in primary hyperthyroidism ranges from 5 
to 10 me. In toxic nodular goiter usually 
8 to 20 me. doses are required. Experience 
has also shown that in some as little as 3 
mc. may produce hypothyroidism whereas 
in others as much as 100 me. may be re- 
quired to control the symptoms. Previous 
administration of iodine will influence the 
percentage of uptake in the test dose as well 
as the avidity of the gland to radioactive 
iodine in the therapeutic dose. Iodine can 
be used advantageously in severely toxic 
patients immediately following the thera- 
peutic dose of I'*', since it is possible to pre- 
cipitate a “thyroid storm” in some cases. If 
antithyroid drugs have been administered 
previously, their use should be discontinued 
for several days before radioactive iodine 
is given. A euthyroid state can be re- 
stored in those patients with hypothyroid- 
ism by adequate replacement therapy of 
dessicated thyroid extract or thyroxin so- 
dium. 
CONCLUSION 


Successful treatment of hyperthyroidism 
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depends on application of the most suitable 
of the multiple choice methods available for 
treatment: medications, surgical therapy 
and rarely radiation. Selection of treat- 
ment should be based on knowledge of the 
type of goiter producing it and evaluation 
of the emotional and economic status of the 
individual. 


DISCUSSION 

Dr. Haydn H. Cutler, (Monroe): This sum- 
mary of the current treatment of hyperthyroidism 
by Dr. Mann has been most complete and aptly pre- 
ented. I would like to emphasize the emotional 
aspect of this disease, especially in relationship to 
its etiology and therapy. In order to understand 
the underlying factors in the production of this 
disease, one must remember that the thyroid gland 
is under the control of the pituitary glané which 
produces a thyroid stimulating hormone; in addi- 
tion, the thyroid has a close inter-relationship with 
the other endocrine glands. Normally, it consists 
if acini which are lined by a low cuboidal epithel- 
um and the lumina are filled with colloid. The 
production of more thyroid hormone is stimulated 
xy the thyroid stimulating hormone, which causes 
in increase in the growth of the epithelium, which 
now becomes tall columnar, and also decreases the 
colloid content within the gland. The administra- 
tion of iodine increases the colloid within the acini 
and also, there is a decrease in the size of the epi- 
thelial cells. Thiouracil, however, prevents the 
formation of thyroxin by the gland resulting in an 
exaggeration of the underlying pathological find- 
ings of increased hyperplasia of the lining epi- 
thelium. 

The causes for the increase in the pituitary hor- 
mones is not known, but if one is an advocate of 
Selye’s general adaption syndrome, then we could 
well assume that hyperthyroidism is the result of 
stress which produces an adrenopituitary imbal- 
ance, with the resultant excess of thyroid stimulat- 
ing hormone. Thus we can see, that stress pro- 
duced by physical factors; trauma, infection, chemi- 
cal agent, foreign protein, or pure emotional fac- 
tors, may very well serve as a stimulus to the pro- 
duction of the thyroid stimulating hormone and 
the resultant secondary hyperthyroidism. 

In conclusion, because of these stress factors, I 
believe that the therapy in the future should be 
more preventive and directed toward alleviating 
mental and physical factors producing the stress 
and this future attack could be much more effec- 
tive than all the anticipated advances in newer 
drugs and isotopes. 


HY PERSPLENISM* 
DANIEL W. HAYES, M. D.7+ 
NEW ORLEANS 

The normal spleen is an organ in which 
control of blood cell formation, blood cell se- 
questration, and blood cell destruction are 
balanced physiologic functions. Consequent- 
ly, any imbalance in this physiologic equili- 
brium may give rise to clinically recogniz- 
able syndromes. Hyperfunction of any or 
all of these phenomena is called hyper- 
splenism. 

PIYSIOLOGY 

Removal of the spleen causes certain al- 
most indisputable changes in the blood ele- 
ments. The red count usually rises slightly. 
Often target cells and cells with Howell- 
Jolly bodies appear. The white blood count 
often doubles itself with a higher rise in 
lymphocytes than in the neutrophils. The 
platelets are increased to high levels. These 
blood changes, after removal of a normal 
spleen, suggest that the spleen is at least 
a governor or controlling agent for the 
bone marrow. ' '' It probably also acts 
to phagocytize old blood elements, especially 
red blood cells. These have been two sharply 
differentiated theories in the past. though 
most will agree that there is truth in both 
views in the light of present knowledge. 
Doan’ and Wiseman have been the foremost 
proponents of the excess phagocytic theory 
to explain these “hypersplenic syndromes,” 
whereas Dameshek and co-workers® believe 
that hormones controlling the bone marrow, 
or lysolecithin’: * may be produced by the 
spleen. Recently it has been considered 
that immune bodies play a prominent role.* 
Hypersplenism, then is hyperactivity of the 
spleen through one or more of the several 
mechanisms affecting the red cells, white 
cells, platelets or all three formed elements. 

The hypersplenic effect on the white cells 
results in leukopenia. This is often found 
in splenomegaly from any cause. Neutro- 

*Presented at the Seventy-third annual meeting 
of the Louisiana State Medical Society, New Or- 
leans, Louisiana, May 8, 1953. 
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penia occurs in variable degree from mild 
neutropenia to virtual agranulocytopenia. 

The thrombocytopenia resulting from the 
hypersplenic syndrome is clinically evident 
as idiopathic thrombocytopenic purpura. 
However, thrombocytopenia is not always 
idiopathic, and other causes may be evi- 
dent. 

Hemolytic or nonhemolytic anemia may 
be present alone or combined with the other 
cytopenias. Secondary, as well as primary 
causes play a role in the production of these 
entities. 

SVLENOMEGALY 

The anatomic enlargement of the spleen 
may or may not be associated with hyper- 
splenism. Splenomegaly alone is not the 
sole criterion of hypersplenism. The patho- 
logic physiology of hyperfunction of the 
spleen must be present before hypersplen- 
ism may be diagnosed. 

The list of causes of splenomegaly touches 
on all classes of disease. The infectious 
splenomegaly includes acute as well as 
chronic infections with some related colla- 
gen diseases. Congestive splenomegaly oc- 
curs in Ranti’s syndrome, cirrhosis of the 
liver, or portal or splenic vein thrombosis. 
The neoplastic and excessive cellular pro- 
liferation in the spleen is seen in leukemias, 
lymphomas, polycythemia vera, and mye- 
loid metaplasia of the spleen. Certain cysts 
and tumors may cause splenomegaly. When 
there seems to be excessive blood destruc- 
tion as in chronic or acute hemolytic an- 
emias, hemoglobinurias or other chronic 
anemia, the spleen may be enlarged. Dis- 
orders of lipid metabolism and other infil- 
trative diseases may be grouped together. 

HEMOLYTIC ANEMIA 

Hemolytic anemia is most frequently un- 
associated with hypersplenism. In certain 
cases, however, functional hyperactivity of 
the spleen is closely linked to this disease. 
Familial hemolytic icterus, and a few cases 
of acquired hemolytic anemia are thought 
to be due to hypersplenism. Hypersplenism 
and splenomegaly secondary to leukemia, 
lymphoma, and certain infections will also 
cause hemolytic anemia. 

In familial hemolytic icterus (congenital 
hemolytic jaundice or hereditary sphero- 
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cytosis) the trait is a Mendelian dominant 
transmitted by either parent. In this con- 
dition spherocytes with increased fragility, 
a slight anemia, and an increased numbe: 
of reticulocytes will be present. During 
crises spherocytosis is more marked; reticu- 
locytes, leukocytes, and thrombocytes ar: 
reduced in the peripheral blood. A matu 
ration arrest is present in the bone marrow 
during crisis. Increased indirect bilirubin 
is in the blood. The spleen is enlarged and 
maye be huge. Gall stones often occur as « 
complication of this disease. Splenectomy, 
is in most cases curative. The pathogene- 
sis of the disease is thought to be due in 
part to the destruction of the fragile spher- 
ocytes by the spleen or perhaps to the pro- 
duction by the spleen of abnormal hemoly- 
sins which coat the red cells, thus rendering 
them more fragile. 

Acquired hemolytic icterus due to vari- 
ous causes may or may not be due to splenic 
overactivity. If there is a known cause, the 
underlying etiology should be treated. How- 
ever, if the anemia is due to unknown cause, 
and particularly, if the direct and indirect 
Coombs test are both positive, there may be 
evidence of abnormal agglutinins and hemo- 
lysins in the serum.* In these cases splen- 
ectomy is most often of some value. 

NEUTROPENTA 

Neutropenia is seen in most cases of 
splenomegaly regardless of cause. Symp- 
toms usually are of weakness and a tend- 
ency to repeated infections. It is import- 
ant in these cases to have bone marrow 
studies in order to correctly ascertain that 
the bone marrow does not show a reduced 
number of granulocytes. In most cases of 
splenic neutropenia the myeloid series is 
perfectly normal, or there is a maturation 
arrest at the myelocyte or metamyelocyte 
stage without older forms present. The 
erythroid elements and the platelets should 
be normal in the bone marrow. Usually 
more extensive studies should be under- 
taken with particular care in order to rule 
out leukemia, lymphoma or infectious dis- 
eases which would respond to appropriate 
medical therapy. 

The spleen is thought to function in these 
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ases to block the delivery of the granulo- 
cytes, to induce a maturation arrest or to 
ibnormally phagocytize the cells. In appro- 
riate cases, then, splenectomy will often 
of value. Since the pathologic examina- 
ion of the spleen may reveal a hitherto un- 
liscovered disease in that patient, some care 
must be used to avoid an overoptimistic 
yrognosis.”: |! 
THROMBOCYTOPENLTA 

Thrombocytopenia due to hypersplenism 
s present as idiopathic thrombocytopenic 
purpura. It is well known and seems to 
cur in young females predominately. No 
definite inherited trait has been clearly 
identified, though there is often a family 
history of easy bruising. Purpura is the 
presenting svmptom and the bleeding may 
oecur in any body surface, organ, or cavity. 
The spleen is usually not demonstrably en- 
larged in more than 30 per cent of cases. 
The blood findings are characteristically 
those of thrombocytopenia with abnormal 
platelet forms seen in the peripheral blood. 
Bleeding time is usually prolonged and the 
clot fails to retract. Megakaryocytes are in- 
creased in the bone marrow and there is 
isually morphologic change of these ele- 
ments. The pathology of the spleen may 
not show destruction of platelets."! 

Since initial episodes, especially in the 
young, are often spontaneously improved 
and cured, splenectomy does not need to be 
done in each case. ACTH and cortisone 
have been of considerable help in reducing 
the acute purpuric manifestations; there- 
fore, splenectomy may not have to be per- 
formed in the acute phase of the disease 
when there is a higher mortality. Certainly, 
it is to be performed in patients with re- 
peated purpuric episodes or if bleeding per- 
sists despite treatment. In females who 
menstruate regularly splenectomy may be 
considered more strongly than in males. 
Recurrence is said to be higher in women 
than in men and splenectomy can be con- 
sidered also from that viewpoint. Splenec- 
tomy is contraindicated if the diagnosis is 
not clear. If the splenectomy can be per- 
formed after the initial acute attack sub- 
sides the mortality statistics favor splenec- 
tomy as the treatment of choice. It re- 


mains to be seen whether ACTH and corti- 
sone will change that statement materially. 

Platelet agglutinins in the serum have 
been recently found in many cases which 
may be a significant and important factor 
in the destructive mechanism and decreased 
platelet count. These have been found in 
the more chronic cases rather than in the 
acute syndrome. ! 

PANCYTOPENTIA 

Splenic pancytopenia may occur with or 
without hemolytic anemia. If there is no 
hemolytic process there is evidently no ex- 
cess destruction of the red cells by the 
spleen but if increased hemolysis occurs 
there is excess phagocytosis of the red blood 
cells in the spleen,?: * in addition to an in- 
hibitory effect on the production and/or 
the delivery of the cells to blood. Dame- 
shek and coworkers * do not believe that 
there is phagocytosis of other than the red 
cells to any extent and then only in hemo- 
lvtic processes. 

DIAGNOSIS 

Diagnostic procedures in these cases must 
include complete peripheral blood studies, 
bone marrow examination, and perhaps 
other diagnostic procedures. The adrenalin 
test has been used extensively by Doan*® but 
the validity of the procedure to demonstrate 
excess phagocytosis by the spleen has been 
in some doubt. Splenic puncture! ° may be 
valuable in certain cases, mainly to rule out 
important secondary causes that would con- 
traindicate splenectomy. The procedure is 
not without risk and some mortality. It 
has been used in Europe more than in this 
country for many years and it is said by 
Moeschlin": '* to be attended with little dan- 
ger. 

Splenectomy and the response of the pa- 
tient and his disease thereto is, in the final 
analysis, the true diagnostic test in the eval- 
uation of hypersplenism. It must be em- 
phasized again that hypersplenism is a 
functional, not an anatomic diagnosis and 
that the pathologic physiology which occurs 
as a result of hypersplenism may affect one 
or all of the formed elements of the blood. 
About 80 per cent of all cases of hyper- 
splenism will be cured by splenectomy.* 

Pathologic studies'' seem to support the 
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theory that there is something else besides 
phagocytosis alone causing the various cy- 
topenias. It is difficult to conceive of an 
accessory spleen the size of enlarged lymph 
node having the ability to phagocytize 
enough cells to cause a fully developed clin- 
ical syndrome of hypersplenism. 
SUMMARY 

Hypersplenism is a functional diagnosis 
related to the pathology physiology of an 
overactive spleen. Splenomegaly usually 
accompanies this deranged activity of the 
spleen but splenomegaly is by no means the 
one and only criterion to the diagnosis of 
hypersplenism. Primary of the 
spleen or secondary or systemic causes ma\ 
-ause hypersplenism. 

Neutropenia, hemolytic anemia, thrombo- 
cytopenia, or pancytopenia with or without 
hemolytic anemia the characteristic 
results of overactivity of splenic function. 

The effect of certain unidentified splenic 
‘“*hormones’’'’ to inhibit bone marrow pro- 
duction or to prevent delivery of the cells to 
the peripheral blood has been postulated as 
the most likely cause of the clinical syn- 


disease 


are 


drome. Phagocytosis of red cells also plays 
a less prominent part in hemolytic syn- 
dromes. Autoimmune bodies and aggluti- 


nins are present in many cases. 
Splenectomy is the treatment of choice in 
hypersplenic syndromes in which the diag- 
nosis has been carefully evaluated. If all 
other causes which could be treated medi- 
cally have been excluded, the operation will 


produce good results in four out of five 
patients. 
REFERENCES 

1 Block, Matthew Jacobson, 1 a Splet 
J. A. M. A. 142 0641 ( Mar.) 10 

3 Damesh William Iestren Solom il 
pisn M. Clin, North America $4 :1271 (sept 10 

Dameshek, William, Estren, Solomer Phe Syples 

and Iyperso:lenism, New York, Grune and Strattor REE 
Do pp 

4. Dameshel William Stefanini Mario Tdiopathic 
thrombocytopenic purpura Some ideas on its pathogens 
sis and treatment, M. Clin, North America S7:1505 (Sept 
153 

D. Doan, ¢ \ Ilypersplenism, Bull. New York Aca 


Med, 25 2625, 1040 
6 Moeschlin, & 
L. O.! p. tal 


7. Scheff, G. J 


Quoted by Block, Matthew, Jacobsor 


Awny, A. J Lecithinase activity in 


splenic dyscrasias, Am, J. Clin. Path, 19:615 (July) 1949 
S. Singer Karl Miller, Kk. OB Dameshek, William 
Hematologic changes following splenectomy ino man with 


index and 
141 


hemolytic 
(Aug) 


target cells, 


Med. Sei, 202 :171 


particular reference to 


lysolecithin, An J 


Hypersplenism 


Douglas Arch. Pat 


14s, 


%. Symmers, Splenomegaly, 


45585 ¢(Mareh) 


Io, Ungar, Georges: Endocrine functions of the sple 


and its participation in the pituitary-—adrenal response 


stress, Endocrinology, 37 2520 (Novi) 1M. 

11. Von Haam, F.. Awny, A. J.: The pathology of hyy« 
splenism. Am. J. Clin. Path. I8:515 CAprily 1948. 

12. Wintrobe M. M Clinical Hematology, Philadetph 


Lea and Febiger, 1952. 1048 pp. 
DISCUSSION 

Di. A. J. Hertzog (New Orleans): Dr. Haye 
has covered the subject of hypersplenism very con 
pletely and leaves me little to add. 

Some years ago at the University of Minn 
sota, I looked up all of the cases of essential thron 
bocytopenic purpura that came to autopsy in 
series of 20,000 consecutive autopsies. In 20 adult 
the average of weight of the spleen was 232 grams 
The spleen then in essential thrombocytopenic pu 
pura is only slightly enlarged and is rarely pal 
When we can palpate the spleen the pui 
pura is usually not the idiopathic variety. Micro 
scopic sections of the spleens in essential purpura 


pable. 


show practically a normal histologic picture. Som« 
investigators like Von Haam have described mino: 
alterations of the reticulum of the spleen in esse? 
tial purpura but such findings are not generall) 
accepted. In the bone marrow in essential purpura 
we usually find marked hyperplasia of the mega 
karyocytes. There is decreased platelet productior 
and immaturity of the nuclei of the megakaryocytes. 
Hence, I think the best interpretation of essential 
thrombocytopenic purpura is that it represents a 
hypersplenism with a failure of th 
the 
platelets. Where the megakaryocytes are numerous 


variety of 


megakaryocytes of bone marrow to produce¢ 


in the bone marrow excellent results are usually 


splenectomy. Poor results are 


the 


had following a 


usuaily expected where megakaryocytes ar« 
reduced in number. 

An enlarged spleen is found frequently in Hodg 
kin’s disease. We may get signs of hypersplenisin 
such as anemias or leukopenias or thrombocyto 
penias with any enlarged spleen, regardless of the 
cause of the splenomegaly. In recent years it has 
become recognized that some of these cases of ma- 
lignant lymphoma can get temporary benefit with 
marked improvement of their anemia, thrombocy- 
topenia, or following a 


leukopenia splenectomy. 


However, in these cases it is necessary to show 
that hypersplenism exists by bone marrow studies 
before one is justified in doing a splenectomy. It 
should also be recognized that the procedure is 
more or less palliative therapy. 

The spleens removed at operation from congeni- 
tal hemolytic icterus are always enlarged, dark 
red, and pulp 
The fundamental pathology in 


congenital hemolytic icterus is not in the spleen 


marked congestion of the 


with red blood cells. 


show 


but in the red blood cells. Fat round spherocytes 
are found in this disease. These cells are abnor- 
mally fragile. One of the normal functions of the 


spleen is to destroy red blood cells and hence these 
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abnormal cells are excessively destroyed. Splenec- 
tomy is curative as a rule in these cases as it re- 
moves the principal source of red cell destruction 
for these fragile spherocytes. Hence, congenital 
hemolytic icterus represents a variety of hyper- 
splenism where the normal phagocytic property of 
the spleen is at fault rather than any hormonal 
mechanism that it may exert on the maturation of 
cells in the bone marrow. 

I think we have a tendency to oversimplify the 
complex mechanisms discussed under the term of 
hypersplenism. However, such conceptions as 
brought out by Dr. Hayes do give a clinician a prac- 
tical approach to splenic malfunction and in proper- 
ly selected cases splenectomies are of great benefit 
to the patient while in other cases the patient is not 
benefited and may actually be done a great deal 
of harm by an ill advised splenectomy, particularly 
in the syndrome commonly known as agnogenic 
myeloid metaplasia of the spleen. 

The spleen is one of the most difficult organs 
for a pathologist to interpret either histologically or 
cytologically. Hence, I think splenic punctures with 
a needle are of very little diagnostic value because 
of the difficulty of properly interpreting the small 
piece of tissue or cells obtained. The limited value 
is offset by the danger of severe hemorrhage from 
a congested spleen following a needle puncture. 
Hence I do not recommend splenic punctures as a 
diagnostic procedure, with the exception of a very 
exceptional case where someone is trying to es- 
tablish a diagnosis of a rare parasitic disease in 
the presence of a splenomegaly. 


fay 
U 





DIAGNOSIS AND TREATMENT OF 
HY POPITUITARISM* 
ALBERT SEGALOFF, M. D.7+ 
NEW ORLEANS 
DIAGNOSIS 

Hypopituitarism is an unusual disease, 
which is not too difficult to diagnose if it 
is suspected. One can hardly blame any 
physician for not making the diagnosis, 
since the usual textbook description of the 
disease is misleading. Indeed, cachexia was 
thought to be so essential in the diagnosis 
that the disease is most commonly referred 
to as Simmond’s cachexia. Unfortunately, 
it is one of the least common symptoms. 
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1953, in New Orleans. 
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Indeed, in patients with cachexia, anorexia 
nervosa, malignancy or advanced tubercu- 
losis should always be considered as more 
likely diagnoses than panhypopituitarism. 
The disease most commonly encountered 
manifesting cachexia and mimicking pan- 
hypopituitarism is, of course, anorexia ner- 
vosa. Whereas from many laboratory as- 
pects, anorexia nervosa might well be con- 
sidered as hypopituitarism, it is a psycho- 
genic disturbance. However, the laboratory 
and clinical findings relative to hypopituit- 
arism in this disease are real. There has 
actually been a decrease in pituitary secre- 
tion. This is part of the body’s attempt to 
defend itself against severely inadequate 
nutrition and can be induced experimentally 
in animals by underfeeding. This state of 
“pseudo-hypophysectomy” also occurs in 
various degrees in certain other chronic 
diseases, such as extensive cancer. 

Anorexia nervosa usually occurs in young 
unmarried women. They are _ severely 
emaciated individuals with amenorrhea and 
many of the laboratory findings of panhy- 
popituitarism. Surprisingly enough the 
mammary tissue remains unchanged despite 
loss of body substance and amenorrhea. In 
such cases the prognosis can be poor, al- 
though it has sometimes been possible by 
administration of ACTH and cortisone to 
increase the appetite, and, with adequate 
psychogenic support, to effect wht amounts 
to a cure. There are also remissions in many 
cases due solely to adequate psychotherapy. 
The other possible approaches, such as 
forced feeding and the like, are beyond the 
scope of this paper. 

The patient with panhypopituitarism, on 
the other hand, presents a long story of 
fatigue, mental slowness, loss of pubic and 
axillary hair, and even social withdrawal to 
the extent of being classified as psychotic; 
they are in general quite unhappy individ- 
uals. Females also complain of amenor- 
rhea, and males, impotence. They are often 
able to carry on only at a low level of ac- 
tivity and can barely care for themselves. 
They also have anemia, which is usually re- 
fractory to standard anti-anemic measures. 

It has been our experience that the com- 
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monest form of the disease follows a diffi- 
cult delivery accompanied by severe hem- 
orrhage. This type, first fully described 
by Sheehan, bears his name. In these pa- 
tients following delivery the clinical picture 
is one of additional shock, failure to lac- 
tate, postpartal amenorrhea, and loss of 
pubic and axillary hair. Such patients 
often comment that the pubic hair failed to 
regrow after the shaving for delivery. 

In many of these patients the clinical pic- 
ture and laboratory findings are almost in- 
distinguishable from those of primary 
athyreogenic myxedema. Although it is 
theoretically possible to distinguish them 
on the basis of thyroid stimulating hor- 
mone titer in body fluids, there is at present 
no readily applicable clinical method for 
determining this. There is a suggestion 
that they may be distinguished by the use 
of thyroid stimulating hormone (T.S.H.) 
and repeat I'*' uptakes. The major reason 
for concern about these patients is that if 
the myxedematous appearance is due to 
panhypopituitarism the administration of 
thyroid may constitute sufficient stress to 
the patient to precipitate adrenal crisis, and 
even on occasion, subsequent death. 

Panhypopituitarism can also be present 
with symptoms referable only to low 
adrenal function. All the clinical mani- 
festations of classical Addison’s disease are 
present e>.cept one. There is no increase in 
pigmentation when the Addisonian picture 
is of hypophyseal origin. 

In order to diagnose panhypopituitarism 
it is necessary to think of the specific dis- 
ease itself. In patients with fatigue, an- 
emia, and amenorrhea, or impotence, a 
search for loss of axillary hair should be 
routinely made. This will greatly increase 
the incidence of recognition of these cases. 
It must be remembered, however, that some 
normal patients have congenitally absent 
axillary hair and some men never have fa- 
cial hair. 

Once the disease is suspected, it is con- 
siderably easier to diagnose. The means 
of establishing the diagnosis of panhypo- 
pituitarism are available to almost every- 
one. In at least one third of the patients 
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destructive lesions in the area of the sell: 
turcica can be demonstrated roentgeno 
graphically. The basal metabolic rate i: 
low, often without the concomitant increas: 
in cholesterol which is usual in athyreoti 
myxedema. The fasting blood sugar i: 
usually low and there is a flat glucose to! 
erance curve. The water-load test fo) 
adrenal reserve (Kepler test) usually yields 
a positive result. The eosinophile count is 
often high and a four hour ACTH test or 
dinarily produces no significant decreas: 
in the eosinophiles. Use of the epinephrine 
test with the eosinophile counts and uric 
acid/creatinine ratio has been of no assist- 
ance to us in a differential diagnosis of the 
illness. We do believe that the standard 
forty-eight hour ACTH tests are of help. 
since the patients usually do not respond 
early, but by the end of the test there is a 
definite response showing eosinopenia and 
usually ketosteroid and corticoid response 
in the urine. In the larger medical centers 
where it is possible to obtain specific endo- 
crine bioassays, the 17-ketosteroid excre- 
tion, corticoid excretion, gonadotropic hor- 
mone excretion (measured by any one of 
several methods) and prolactin excretion 
all have low values, which would serve to 
confirm this diagnosis. 
TREATMENT 

Once the diagnosis is established, one is 
faced with the problem of therapy. This. 
of course, being specific hypopituitarism, is 
ideally treated by substitution therapy with 
pituitary hormones. Unfortunately, the 
only one of these which is available in clin- 
ically active form for prolonged therapy 
is the adrenocorticotropic hormone (corti- 
cotropin or ACTH). Surprisingly small 
doses of ACTH suffice to induce dramatic 
improvement in the status of these pa- 
tients. The usual maintenance dosage is 10 
units of highly purified ACTH gel daily or 
every other day. 

In some patients it is also necessary to 
treat accompanying hypothyroidism. Un- 
fortunately, the available preparations of 
thyroid stimulating hormone have a great 
propensity for the production of antihor- 
mones and, therefore, it is usual to employ 








MAHORNER—Surgical Aspects of Pancreatitis 


substitution therapy with thyroid. Usually 
the maximum tolerated daily dosage is from 
1 to 2 grains USP thyroid. The same un- 
fortunate status of affairs with regard to 
replacement of gonadal function by admin- 
istration of pituitary gonadotropic hormone 
preparation exists, as with T.S.H. There- 
fore, in those instances in which gonadal 
function should be restored it is best done 
by administration of either estrogen or an- 
drogen. 

There is no adequate, commercially avail- 
able preparation of growth hormone for use 
in humans and, as far as I know, no suc- 
cessful use of any growth hormone prepara- 
tion in panhypopituitarism. However, it is 
entirely possible to employ androgens, 
either methyl testosterone or testosterone 
propionate, for their anabolic effect in this 
state. Indeed, it is often possible to treat 
women satisfactorily with testosterone pro- 
pionate alone for panhypopituitarism. This 
(loes not restore gonadal function but other- 
wise often provides complete replacement 
therapy. 

A comparison of the cost of the various 
types of therapy is especially important, 
since these patients require life-long re- 
placement therapy. The most recent costs 
available for our most typical therapeutic 
program are listed in Table I. 


TABLE I 

|. Testosterone propionate in oil 25 mg/day $.49 
2. Thyroid USP. grs. 2 daily $.02 
Cortisone acetate 25 mg/day $.23 
Desoxycorticosterone acetate 2 mg (Buccal) /day $.15 
Methyl testosterone 20 mg/day $ .30 
$.70 

3. HP ACTH gel !0 units/day $.60 


SUMMARY 
The diagnosis and treatment of panhypo- 
pituitarism has been discussed. We would 
particularly urge its consideration in pa- 
tients with decreased or absent axillary 
hair. 
DISCUSSION 
Dr. Paul J. Murison (New Orleans): In this 
presentation Dr. Segaloff wisely stressed what 
the relative rarity of hypopituitarism has obscured, 
namely, that if one keeps the possibility in mind 
the diagnosis of hypopituitarism is not difficult to 
make. One suspects that many patients with this 
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condition go unrecognized—labeled psychoneurotics 
or anemias of unknown etiology. Certainly, the 
majority of patients whom we have seen give 
stories of having seen many physicians over 
periods of one to ten or more years without the true 
etiology of their complaints being suspected. In all 
these cases, an inquiry about menstrual history in 
women, or about sexual habits in men and an in- 
spection of pubic and axillary hair, should have 
at least suggested the possibility of hypopitu- 
itarism. The uncommonness of this condition 
should not lull us to indifference because with 
present therapy, to correctly recognize the condi- 
tion is to rehabilitate an incapacitated person. 


4) 
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SURGICAL ASPECTS OF 
PANCREATITIS 
HOWARD MAHORNER, M. D.t 


NEW ORLEANS 





Among major surgical problems, there is 
no more debatable subject than that con- 
cerning the value of surgery in pancreati- 
tis. Many, perhaps most, of the ablest and 
most prominent members of the surgical 
profession feel that for severe acute attacks 
conservative measures only are indicated 
and that for chronic or recurrent attacks 
of pancreatitis an indirect approach for the 
control of pain or pancreatic secretions is 
the proper treatment. On the other hand an 
increasing group of surgeons take a more 
aggressive attitude toward the treatment 
of pancreatitis and it is this type of policy 
and its results which I wish to present. 

In this paper primary pancreatitis only is 
considered and not pancreatitis secondary to 
other inflammation such as penetrating ul- 
cer. A few definitions seem necessary to es- 
tablish points about which controversy ad- 
mittedly might ensue. What is meant by 
pancreatitis clinically, and what is objective 
evidence of pancreatitis at the operating 
table? From a clinical standpoint, a cer- 
tain group of symptoms and objective find- 
ings must be present to justify placing a 
case in the category of pancreatitis. No 
strict definition of this will have to be con- 
sidered here because all of the cases pre- 
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sented herein are those confirmed at the 
operating table. On the other hand, it is 
very important in comparing results of a 
group of patients treated conservatively 
and those treated surgically, to have some 
agreeable definition of what might be con- 
sidered pancreatitis prior to the operation. 
It is not possible to deny that any patient 
who has pain in the upper abdomen radiat- 
ing through to the back, of a recurrent and 
severe type with tenderness and rigidity, 
particularly in the upper mid-abdomen dur- 
ing the attack, possibly associated with 
more pronounced symptoms relative to the 
gall bladder area and certainly, those with 
elevated amylase values during the acute at- 
tack or elevated lipase values during its 
abatement, and those with a widened duo- 
denal loop on roentgenographic examination 
may be considered probabale, if not actually 
proven cases of clinical pancreatitis. 

Objective evidence at operation justify- 
ing the diagnosis of pancreatitis may be 
present in relatively severe form where the 
diagnosis has been other than this, such as 
cholelithiasis, ruptured ulcer, and intestinal 
obstruction. At the operation the follow- 
ing signs are evidences of pancreatitis: 

1. Firmness, or hardness of the pan- 
creas: This increased consistency involves 
usually not only the head but the entire 
gland. It is important for the surgeon to 
run his hand along the entire organ to de- 
termine whether the body and the tail are 
uniformly involved in these changes. The 
maximum change frequently is in the head 
and it may be less noticeable in the body and 
tail, but when pancreatitis is present, it 
practically always involves to a greater or 
lesser extent the entire organ. 

2. Enlargement of the pancreas is a con- 
stant finding in pancreatitis. It may vary 
from slight to many times the normal size. 

54, Spotted fat necrosis is a sign of pan- 
creatitis. This is found particularly in the 
region of the pancreas, but it may also be 
encountered in various areas throughout 
the abdomen. 

4. Brownish fluid exudate in the upper 
abdomen, and particularly, in the lesser 
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peritoneal cavity with other signs is indica 
tive of hemorrhagic pancreatitis. 

5. Necrosis of the pancreas—the find 
ing of grumous soft material is a most valu 
able sign in establishing the diagnosis. 

6. In addition to this, the root of th 
mesentery should always be carefully pal 
pated as it comes out from under the trans 
verse mesocolon. If it is thickened and ede 
matous and there is marked edema alon, 
the gastrohepatic ligament, these are addi 
tional signs of acute pancreatitis. 

7. Biopsy of the pancreas with a posi 
tive diagnosis of pancreatitis or necrosis 
further establishes the diagnosis, but even 
this must not be taken as absolute evidence 
to the exclusion of other possibilities be- 
cause pancreatitis may co-exist with other 
lesions, notably a neoplasm. Pancreatitis 
associated with neoplasm of the pancreas 
in our series has been excluded from this 
report and discussion. 

Without attempting to elaborate on the 
pathology in this surgical consideration, a 
brief classification is acknowledged for 
those who are considering the justification 
for this aggressive viewpoint. The cases 
of pancreatitis are divided into: 

1. Acute hemorrhagic pancreatitis, with 
or without sequestration of the pan- 
creas. 

Acute pancreatitis. 

Chronic pancreatitis. 

Recurrent pancreatitis. 

Calcareous pancreatitis and pancrea- 
tic lithiasis. 

6. Traumatic pancreatitis. 

It is very difficult at the operating table, 
if one does not know the clinical history, 
to classify the disease pathologically on the 
operative findings. Of course, it is easy 
when there is an acute hemorrhagic pan- 
creatitis with the evidence of hemorrhage 
and with a larger, tremendously swollen 
pancreas and fat necrosis. It is probably 
safe at the operating table to take fat ne- 
crosis as evidence of an acute attack, but 
what about a hard, enlarged pancreas, en- 
larged three or four times normal and iron 
hard, without fat necrosis or fluid in the 
abdomen. Can this not be acute pancreati- 


or km CO DO 








MAHORNER 





tis? It certainly can, based on the clinical 
evidence, including high amylase reaction in 
some of these patients. The chronic variety 
is usually, from a clinical and operative 
standpoint, one in which there have been re- 
current subacute or acute attacks, but which 
it the time of the operation, is not a remis- 
sion. It is probably very rare for a low grade 
pancreatitis not to have exacerbations at 
least in the subacute phases. Regretfully, 
so far we have not taken pancreatic biop- 
sies from every case. Although it is not 
very elegant or classical, I like to think of 
pancreatitis as being “‘low grade” or “high 
grade”. 
REVIEW OF CASES 

During the last eight and one-half vears, 
from January 1945, on our private services, 
we have encountered 10 cases of pancrea- 
titis. These are all of the cases of pancrea- 
titis, so far as I know, which I have treated 
during that period. During the same time 
it is notable that we have performed 204 
cholecystectomies for diseased gall bladder. 

The youngest of the 10 patients was 
twenty-three years old and the oldest sixty- 
five. There were 5 in the sixth decade of 
life, 2 in the fifth, 1 each in the third, 
fourth, and seventh. 

ain was the most constant subjective 
symptom and in the majority of patients it 
radiated through to the back. It was of a 
severe type, usually in the upper epigas- 
trium and, in some instances, the more ac- 
cepted variety of pancreatic pain, was over- 
shadowed by the pain of gall stone colic. 
Two patients were jaundiced; one of these 
had stones in the common bile duct; the 
other had no gallstones. Six of the patients 
had or formerly had gallstones. Two had 
a perfectly normal gall bladder. One had 
cholecystitis without stones and one had 
cirrhosis of the liver, and normal gall blad- 
der. Six of the patients had never been 
operated upon for anything resembling 
biliary or pancreatic disease. Two had had 
previous cholecystectomies, one had had 
cholelithotomy and cholecystostomy and one 
had had an exploration with gastroenteros- 
tomy. 

The operative findings in three instances 


Surgical Aspects of Pancreatitis 437 


justified the diagnosis of severe, acute pan- 
creatitis, on the basis that fat necrosis was 
found at operation with a tremendously en- 
larged, swollen pancreas, and edema involw 
ing the root of the mesentery and the gas- 
trohepatic ligament. In one of these there 
was a brownish grumous material, and sub- 
sequent sequestration and drainage of ne- 
crotic tissue from the pancreatic bed. Biop- 
sy was taken in only three of the entire 
group. In two the diagnosis of pancreatitis 
was confirmed and in one fat necrosis was 
reported. 

Operation — Technical Features: Be- 
cause of the attitude which we have that the 
disease is on an obstructive basis, the ob- 
jective of the operations was always to de- 
compress the biliary system. In 9 out of 
the 10 cases, a T-tube was placed into the 
common duct. In 7, the T-tube with mul- 
tiple perforations, was permitted to tra- 
verse the ampulla of Vater into the duo- 
denum. In one instance a cholecystotomy 
was done to decompress the biliary tract 
because the edema and swelling was so mas- 
sive in and around the gastrohepatic omen- 
tum and the patient was so desperately ill, 
that choledochostomy was considered inad- 
visable. A transduodenal, as well as a su- 
praduodenal exploration of the common 
duct was done in 5 cases. In 5 of the cases 
sphincterotomy was done. In the remain- 
ing, dilators were passed through the am- 
pulla into the duodenum. 

Results:—All of these cases recovered, 
and all of them have remained well subse- 
quently, although 2 operated upon—1 in 
February 1953, and one in March 1953 
still have a T-tube in the common duct. One 
of these has had an attack of pain in the ab- 
domen on one occasion. 





DISCUSSION 

No consideration has been given to the 
etiology of acute pancreatitis. Since the 
classic report of Opie in 1901, the possibil- 
ity of regurgitation of bile into the pan- 
creatic system and activation of pancreatic 
autolysis always enters into a consideration 
of etiology. The lymphatic, neurogenic, 
virus, traumatic, and other theories deserve 
consideration but probably the weight of 
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evidence points to obstruction to pancreatic 
secretion and possible reflux of bile into the 
pancreatic ducts as the most common cause 
of pancreatitis. 

In this presentation no mention has been 
made of other possibilities. Vagotomy, 
splanchnicectomy, and sympathectomy, pan- 
createctomy, pancreatic and/or common 
duct transposition, cholecystectomy, and 
more conservative measures should not be 
completely ignored. Certain of these pro- 
cedures may be well indicated and of great 
value for selected cases, namely calcareous 
pancreatitis. 

I am convinced that pancreatic disease 
deserves surgical consideration and that an 
aggressive attitude can give excellent re- 
sults. During this time, we have probably 
overlooked cases of pancreatitis, not only 
clinically, but at the operating table, simply 
because we were not looking for them. In 
the last few years we have been more acute 
and more attentive to the diagnosis objec- 
tively and we are finding it with increas- 
ing frequency. When it is found at the 
table, we think there is justification for 
sphincterotomy, which was done in our last 
4 cases and in 5 of the 10, the first one of 
the group having been done in 1948. This 
operation was first deliberately performed 
for this condition and was advocated by 
Archibald in 1929. Since then other au- 
thors have used and advised it with various 
technical modifications. . 

When the duodenum is opened, one may 
see that it is impossible to pass a 2 mm. dila- 
tor through the ampulla. I gain the impres- 
sion that it is not the muscle which causes 
the obstruction, but that it is a mucosal am- 
pullitis ; that the small mucosal orifice tight- 
ens down and becomes constricted. It has 
the same appearance as that of the orifice of 
the submaxillary salivary duct when a stone 
is impacted therein. Under these circum- 
stances no amount of pushing without ac- 
tually. bi-manually milking the small probe 
through the orifice will accomplish its pas- 
sage. When these findings are present we 
then incise the ampulla, opening it widely, 
cutting the ampulla and the sphincter, as- 
suring a free opening into the common duct. 
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In some instances, it is not feasible tv 
find the ampulla of Vater even with tl 
duodenum open. In one of the acute cases, 
we made a false passage with a dilator b\ 
forcibly pushing it into the swollen head « 
the pancreas. It was carefully readjusted 
and the mucosa in the region of the sphin: 
ter was cut in order to establish a good 
opening into the common duct, but in this 
case there was so much swelling of the pan- 
creas that it was not feasible to put a long 
arm tube into the duodenum. I prefer this 
type of tube when a sphincterotomy has 
been done, to prevent stenotic healing of the 
ampulla, although admittedly this may not 
be absolutely necessary. When this is th: 
choice, multiple perforations must be made 
in the vertical arm of the tube to prevent 
obstruction of the pancreatic duct by th: 
tube and to insure the free escape of pan- 
creatic secretions into the duodenum. In 
one case of acute hemorrhagic pancreatitis, 
decompression was accomplished by a chol- 
ecystectomy and in this patient also two 
small bowel catheter enterostomies were es- 
tablished. There is a tremendous swelling 
at the root of the mesentery in severe pan- 
creatitis and this prevents decompression of 
the small bowel with a transnasal gastric 
tube. It produces in effect a Wilkie’s syn- 
drome, and the hard mesentery lying ove) 
the third portion of the duodenum prevents 
the retrograde escape of gas and fluid in at- 
tempted decompression by gastric suction. 
Because of massive swelling and the severe 
ileus in this case, two enterostomy tubes 
were placed—one at the lower end of the 
jejunum and one at the lower end of the 
ileum, to insure decompression. This pa- 
tient had, in addition to the ileus and hem- 
orrhagic pancreatitis, a chemical peritonitis 
and decompression by entepostomy in this 
instance may have been a life saving meas- 
ure. 

Two cases in this series are reported in 
detail to give some idea of the part surgery 
played in their management. 

CASE REVORTS 

One was a sixty-five year old man, the oldest 
individual in this group, who was on the first 
phase of a Mediterranean cruise. He became sick 
three days prior to the time I saw him, with severe 
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ain in the epigastrium, radiating through to his 
hack. He had had five similar attacks in the last 
ifteen months. His physician in San Francisco, 
vho referred him and with whom I talked on the 
elephone, told me that the patient had been 
tudied at several prominent clinics there and else- 
vhere and that the diagnosis of recurrent pancrea- 
itis had been repeatedly made, supported by high 
ipase levels &s positive evidence. Objectively, he 
iad tenderness in the upper abdomen with rigidity 
ind a mass. The amylase values were normal, bui 
| felt that he had acute cholecystitis and advised 
yperation. I also felt that he probably had pan- 
reatitis, but because he had seen many more emi- 
ent doctors, who had told him he had pancreatitis, 
but had never advised him to be operated upon for 
this, it seemed unwise for me to suggest that the 
operation was indicated even for the pancreatitis. 

After brief hours of preparation, he was operated 
ipon. The mass proved to be a very large head of 
the pancreas. The pancreas was about four times 
normal size. Fat necrosis was spotted in the up- 
per abdomen. Tremendous edema was found in- 
volving the gastrohepatic omentum and the mesen- 
tery of the small bowel. The gall bladder was dis- 
tended, edematous, acutely inflamed, but it did not 
contain stones. 

At operation the common duct, which was dilated 
twice normal size, was opened. Thick, syrupy bile 
escaped. The obvious obstruction to the duct was 
so marked it made one wonder why clinical evidence 
of jaundice was not present. A small Bakes di- 
lator could not be passed into the duodenum. The 
2 mm. dilator was forced and it created a false pas- 
sage between the duodenum and pancreas. Then 
the duodenum was mobilized, turned forward and 
an opening was made into it, and with a dilator 
through the supraduodenal opening in the duct as 
a guide, the duodenum was cut to secure an open- 
ing into the duct. A T-tube was placed in the com- 
mon duct. This was a short arm tube which did 
not go into the duodenum. The gall bladder was 
removed. Drains were placed in Morrison’s pouch 
and into the head of the pancreas, from which a 
small biopsy was removed with Allison forceps. 

The opening in the duodenum was carefully 
closed and the T-tube in the common duct was per- 
mitted to come out through a stab wound in the 
right subcostal area. Because of the severity and 
nature of the illness necessitating proteolytic 
drainage, the patient was closed with through and 
through wire retention sutures as well as _ indi- 
vidual layer closure. He made an uneventful re- 
covery. Subsequent cholangiograms, the last made 
in April 1953, have appeared perfectly normal. 

This patient has remained well. He writes me 
that for the first time in two years he has felt 
perfectly normal and without fear of recurrent 
attacks, that he was going to the province of Que- 
bee for three weeks for fly-fishing for salmon. He 
still has the T-tube in. I advised that it not be re- 
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moved for a period of five or six months following 
his operation. He simply opens it and drains it 
for a period of about twenty minutes twice a day. 

The second case to be reported to indicate the 
objectives of immediate surgical attack on pan- 
creatitis was more complicated. The patient was 
age forty-two and when I saw him after he had 
been sick for five days he was under the care of 
able clinicians in a private hospital and they were 
then debating the diagnosis, feeling that there 
were some features suggesting intestinal obstruc- 
tion. 

The patient had been a relatively heavy drinker 
and he became ill in a small town in Louisiana, 
with severe upper abdominal pain radiating 
through to the back. Diarrhea, nausea and vomit- 
ing ensued with extreme weakness and prostra- 
tion. board-like rigidity and tenderness of the 
abdomen, and massive distention. 

When I saw him he was desperately ill with a 
protuberent belly distended as if it would pop. He 
was extremely toxic, delirious, and with signs of 
peritonitis. 

The amylase test which was done three days 
after the onset of the illness was reported normal. 
Flat plates of the abdomen showed distended small 
bowel. 

Operation was advised and within a period of 
hours after preparation it was undertaken. 
Through a right rectus incision the right iliac 
fossa area was first exposed, because intestinal 
obstruction seemed a likely possibility. A para- 
duodenal pocket was found into which the terminal 
ileum as it became overdistended apparently had 
gotten caught, and there was either an actual or a 
pseudo-obstruction at this point. This was released 
but it was not certain that this alone was the 
trouble. Furthermore fat necrosis was evident. In 
the upper abdomen was found a tremendous, swol- 
len and edematous mesentery and gastrohepatic 
omentum with extensive fat necrosis and a brown- 
ish grumous material in the region of the duo- 
denum. The gall bladder was distended but not 
acutely inflamed. The common duct was obscured 
by massive edema in the gastrohepatic omentum. 
The mesentery of the small bowel lay like a lead 
pipe across the third portion of the duodenum. The 
lesser peritoneal cavity was occupied by a tremen- 
dous mass. 

Because the patient was so ill, it was felt that 
decompression of the biliary tract could be accom- 
plished with less disturbance and with more fa- 
cility, by putting a tube in the gall bladder, which 
was done. A drain was placed in the lesser peri- 
toneal cavity onto the pancreas. An enterostomy 
tube was placed in the terminal portion of the 
jejunum and another one in the terminal portion 
of the ileum. The abdominal wound was closed. 
The patient had gradual improvement following 
this operation. The drains were removed on the 
thirteenth postoperative day and the enterostomy 
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the twelfth. He then subsequently de- 
veloped a mass in the abdomen which we realized 


tubes on 


was a collection of pancreatic fluid and it was neces- 
At this 
second operation a necrotic pancreas was found. 


sary to do a secondary drainage for this. 


Larger drains were established in the pancreatic 
bed. He 
the 
from alcohol and he has not had anything suggest- 


gradually improved and recovered. In 
last few years he has refrained completely 
ing recurrence of the pancreatitis. 

In reviewing the convalescence of this pa- 
tient, the enterostomies proved of great 
value in decompressing the distended bowel. 
It was our impression that entertostomy 
sometimes may be of value in severe pan- 
creatitis with severe ileus and tremendous 
distention, because mechanical decompres- 
sion cannot readily be accomplished by gas- 
tric tube, owing to the obstruction of the 
duodenum by the swollen mesentery. This 
is the type of case in which today we would 
be inclined to use cortisone. It has been re- 
ported as favorably influencing the course 
of severe pancreatitis, but it would not be 
employed by us to the exclusion of surgery. 

The favorable outcome in all of these 
cases depends in part on modern preopera- 
tive and postoperative measures. The use 
of antibiotics is extremely helpful and im- 
portant and indeed this probably as much as 
any single improvement permits a more ag- 
gressive attitude toward the disease and 
makes active surgical attack now not only 
safe but possibly the safest method of man- 
agement. 

It is realized that this report does not 
prove that surgery is always indicated 
promptly for pancreatitis. It is offered 
only as minor evidence that this may be the 
correct attitude; that aggressive decom- 
pression of the biliary tract and ampullo- 
tomy are justifiable objectives to perma- 
nently cure primary pancreatitis of the 
acute or recurrent types. 
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RECENT TRENDS IN MEDICAL 
TREATMENT OF ARTHRITIS* 
T. E. WEISS, M. D.+ 
NEW ORLEANS 


With the constant introduction of new 
drugs for the treatment of arthritis and 
rheumatism, management of patients with 
these diseases is dependent on a thorough 
understanding of the uses and limitations 
of these agents and the need for accurate di- 
agnosis of the type of arthritis being treat- 
ed. Arthritic patients encountered by the 
practicing physician can be classified into 
one of three groups. About one-third of 
the patients would fall into the group. com- 
prising rheumatoid problems, another third 
would be classified in the group of osteo- 
arthritis, and the remaining third would be 
those whose disease was due to trauma, bac- 
terial infection, palindromic rheumatism, 
gout, Reiter’s disease, psychogenic rheuma- 
tism, psoriasis, and fibromyositis. 

Treatment of arthritis is directed toward 
relief of discomfort, prevention of articular 
deformities, and correction of deformities 
that have already occurred. In addition, 
chemotherapeutic and antibiotic aids should 
be utilized to combat bacterial arthritis and 
psychotherapeutic assistance should be of- 
fered those with psychogenic arthritis. Ap- 
preciation of the insignificance of ‘‘foci of 
infection” as the cause of arthritis has vir- 
tually abolished the practice of routine ton- 
sillectomy, dental extraction, prostatic mas- 
sage, or administration of antibiotics as 
treatment for arthritis. 

It has been our experience that adoption 
of a program of basic treatment routine 
offers the best means of accomplishing the 
foregoing aims of treatment. This implies 
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proper rest, phychotherapy, arthritic exer- 
cises, orthopedic assistance (supports as 
well as operative) and general supportive 
measures (correction of anemia, diet, etc.). 
When combined with this basic program, 
the newer medical adjuncts, judiciously em- 
ployed, will assure the patient with arthritis 
a complete program of therapy. 

During the past few years a number of 
drugs have found a place in the medical 
treatment of arthritis. These include gold 
salts, cortisone and corticotropin (ACTH), 
hydrocortisone (Compound F), benemid, 
phenylbutazone (butazolidin) curare - like 
drugs and hyaluronidase. Time and experi- 
ence have demonstrated their limitations 
and indications. 

GOLD THERAPY 


Gold salts have been used for the treat- 
ment of rheumatoid arthritis for twenty 
years but there are still differences of 
opinion as to their value. Despite the fact 
that some reliable investigators have been 
unable to demonstrate any benefit in their 
cases, gold salts are generally considered 
useful therapy for rheumatoid arthritis. 
Most observers would possibly agree that 
gold salts do help a majority of patients 
with rheumatoid arthritis in that a remis- 
sion appears earlier than when just basic 
measures are employed. The same observ- 
ers, however, would no doubt admit that the 
recurrence rate of rheumatoid arthritis cer- 
tainly is unhappily high in the treated pa- 
tients and it seems that at the end of five 
or six years those treated with gold fare 
little better than the others. For these rea- 
sons and also because of the possibility of 
development of reactions such as dermati- 
tis, stomatitis, gastrointestinal toxicity, 
hematologic disorders and renal toxicity, 
many physicians are unwilling to treat the 
occasional patient with gold salts. 

It must also be realized that the method 
of action of gold is not known. Moreover, 
gold should not be given before simpler 
basic measures have been tried or to pa- 
tients in whom the diagnosis is in doubt, or 
fixation and deformities comprise the entire 
clinical picture. Advocates of gold therapy 
consider the patient with rheumatoid arth- 


ritis and active synovitis as the correct can- 
didate for treatment. 

Recause it is believed that to be effective, 
gold must be absorbed in solution, the sol- 
uble salt (gold sodium thiomalate or gold 
thiogluone in oil) is recommended. Ten 
milligrams is injected intragluteally, fol- 
lowed one week later by an injection of 25 
mg., and 50 mg. the third week; thereafter 
50 mg. is injected at weekly intervals until 
from 16 to 20 injections have been given. 
The development of a reaction is an indica- 
tion for discontinuance of the drug. If the 
patient shows no improvement after the 
twentieth injection, there is little reason to 
continue administration of the drug. Should 
improvement occur, however, maintenance 
doses of 50 mg. every two or three weeks 
indefinitely are believed by some to reduce 
the relapse rate, though this may be ques- 
tioned. 

Gold should be administered only by the 
physician versed in its limitations and dan- 
gers. Moreover, the patient should be in- 
formed of the need for continued medical 
visits, repeated blood counts and urinalyses, 
as well as the risks involved. 

CORTISONE AND CORTICOTROPIN 

The initial enthusiasm for the use of 
ACTH and cortisone as antirheumatic 
agents has now been replaced with a more 
practical working knowledge of when these 
drugs may be used for the greatest good. 
Not all patients with rheumatoid arthritis 
should be given these potent agents. First, 
it must be appreciated that neither drug 
can cause arrest of the development of rheu- 
matoid changes despite the evidence of well- 
being which may result. Approximately 
40 to 50 per cent of patients with rheuma- 
toid arthritis are troubled with mild to mod- 
erately severe arthritis, manifested by fa- 
tigue and stiffness, slight swelling, and 
soreness of the involved joint. Most of them 
‘an get along by reducing the amount of 
physical activity, increasing the amount of 
rest, institution of physical therapeutic 
measures (with arthritic exercises) and 
use of sufficient amounts of aspirin. Be- 
cause ACTH and cortisone have no effect 
on progress of the disease, nothing is gained 
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by using either drug in this group of pa- 
tients. In the other 50 to 60 per cent of 
cases, many have already deformed joints 
with limited motion but no active systemic 
symptoms; again ACTH and _ cortisone 
would not help these patients. The remain- 
ing patients have acute debilitating involve- 
ment; in some of these at least temporary 
relief will be obtained by administration of 
ACTH or cortisone and in a small percent- 
age this benefit will be more or less perma- 
nent. 

Cortisone and ACTH may be considered 
for treatment of those patients with rheu- 
matoid arthritis which is progressing rapid- 
ly despite employment of all other therapeu- 
tic measures. Those patients whose disease 
can be controlled with simple measures but 
who may be confronted with more trying 
periods which require their continued ac- 
tivity could also be given ACTH or cortisone 
for temporary assistance. It has been no- 
ticed that a few fortunate elderly persons 
with rheumatoid arthritis can be kept com- 
fortable with small daily doses (25 mg.). 
Finally, in patients in whom an active pro- 
gram of corrective physical therapy is to be 
employed, these drugs may help facilitate 
motion by making the patient more com- 
fortable. 

ACTH is a definite aid in treating acute 
attacks of gout which may be resistant to 
colchicine or in a patient in whom a thera- 
peutic dose may cause an unusual amount of 
gastrointestinal distress. In such cases 50 
mg. of ACTH is given every six to eight 
hours until relief is obtained or a total of 
200 mg. has been administered. It is neces- 
sary for the patient to take 1/100 gr. of 
colchicine three times a day or four times 
daily during administration of ACTH and 
to continue taking a daily dose so as to pre- 
vent recurrences following withdrawal of 
ACTH. If a patient cannot take colchicine 
three or four times daily, it should be given 
as often as tolerated. 

When ACTH or cortisone is indicated for 
a patient with rheumatoid arthritis, the dos- 
age should be kept as low as possible. It is 
no longer the purpose to alleviate all symp- 
toms, but rather to diminish their intensity 
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without producing hypercorticism. Th 
choice of medication is usually dependent on 
the ease of administration. Cortisone prol- 
ably should not be administered in dai! 
dosage larger than 75 mg. given in divided 
doses. When cortisone is withdrawn, 
should be done slowly, and administration 
of ACTH for several days may help to stim- 
ulate the adrenal cortex. When a patient 
who has received prolonged cortisone ther- 
apy is subjected to some shocking procedure 
(such as operation), it is important to look 
carefully for signs of shock associated with 
adrenal cortical depression. Slocumb and 
Lundy' advised that these patients be given 
daily intramuscular injections of 100 to 
200 mg. of cortisone for two or three days 
preoperatively and daily postoperative}; 
until the danger of shock is past. 
HYDROCORTISONE 

Hydrocortisone, also available for treat- 
ment of rheumatoid arthritis, has the same 
antirheumatic effect as cortisone. How- 
ever, it seems unlikely that it will prove 
more beneficial than cortisone in such cases. 
Moreover, hypercorticism will result from 
excessive amounts of hydrocortisone. 

The intra-articular injection of hydro- 
cortisone acetate will temporarily alleviate 
the symptoms of many patients with rheu- 
matoid arthritis. Unfortunately, relief lasts 
only a few hours or at most a few days and 
repeated injections do not produce an) 
longer relief. When a patient has osteo- 
arthritis as well as rheumatoid arthritis, 
the relief is more spectacular. This applies 
chiefly to weight bearing joints. 

In some patients symptomatic osteoarth- 
ritis of knees and ankles can be consider- 
ably relieved by intra-articular injection of 
hydrocortisone. This agent has a unique 
property of overcoming pain, stiffness, and 
often swelling, when applied locally in 25 
to 50 mg. doses. The duration of reliet 
varies without apparent reason and maj) 
last for many months. Repeated injections 
seem to afford the same relief, but if symp- 
toms recur too rapidly, repeated injections 
are not feasible. If the initial injection fails 
to afford relief, it would be advisable to re- 
peat the procedure at least one or two times 
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with slightly larger doses. The knees, 
ankles, and interphalangeal joints offer the 
best sites for treatment. The hip is more 
difficult to inject. Care must be exercised 
to avoid injecting Compound F into an in- 
fected joint. 

Injections of hydrocortisone into the 
acutely involved joints of patients with gout 
may alleviate the pain and swelling. This 
has proved of value when the usual drugs of 
choice were contraindicated, as in the pa- 
tient with gout and an acute gastric ulcer 
or an intestinal lesion that could be aggra- 
vated by colchicine. The drug can also be 
helpful when physical therapy of an in- 
volved joint is hindered because of undue 
pain. 

BENEMID 

In the past, management of the patient 
with gout between acute attacks and pro- 
phylaxis of the acute attacks centered 
around a low purine—low fat diet, and pos- 
sibly large doses of aspirin (40+ grains 
day). Some therapists have gained the im- 
pression that daily doses of colchicine help 
prevent recurrences of acute attacks of gout. 
Colchicine’s action is unknown but it has 
been evident that it lacks a uricosuric ef- 
fect. In benemid we now have a drug 
which has a pronounced uric acid diuretic 
effect and it appears to be effective in re- 
ducing the chronicity, and possibly the num- 
ber of acute attacks, of gout. Benemid is 
often mistakenly given for acute attacks 
and sometime it is used for two to three 
days then discarded. It should be pre- 
scribed with the understanding that, if tol- 
erated, its administration should be con- 
tinued until it is evident that the pattern 
of attacks has been altered favorably or that 
it has not helped. 





Benemid acts through the renal tubules 
and it does not allow complete reabsorption 
of filtered urates. It must be given in 
daily doses of 1 to 2 gr. but if nausea de- 
velops, the dosage should be reduced. As- 
pirin will nullify its action. It is still neces- 
sary to treat acute attacks of gout with col- 
chicine or one of the newer agents, even 
while benemid is being given. 


PHENYLBUTAZONE 

During the past year phenylbutazone has 
been available as an antirheumatic drug. It 
has proved helpful at least in the tempo- 
rary management of rheumatoid arthritis 
(including rheumatoid spondylitis). Ap- 
proximately 7 out of 10 patients with symp- 
tomatic rheumatoid arthritis obtain sub- 
jective relief, which in some cases means 
almost complete alleviation of symptoms. 
Why absolutely no response is obtained in 
some patients is not known. The manner 
of action is also not known, but the reduc- 
tion in swelling and size of nodules, and the 
increase in motion suggest more than mere 
analgesic properties. 

Because butazolidin is not innocuous, ade- 
quate precautions must be taken. Agranu- 
locytosis has been reported in a moderate 
number of cases and one death has been re- 
ported following its administration. It 
often causes severe abdominal pain, as well 
as nausea and vomiting. However, if taken 
immediately after meals, it is less likely to 
sause a gastrointestinal disturbance. It 
should not be given to patients with gastric 
ulcers and may be given only with extreme 
caution to those with a history of an old 
peptic ulcer. Edema, jaundice, dermatitis, 
vertigo, and thrombocytopenia also have 
been reported following its use. 

Butazolodin is administered in doses of 
200 mg. after each meal. It may be given 
four times daily but the increase in dosage 
does not seem to increase the efficacy of the 
drug to any unusual degree. A seven to ten 
day trial will suffice to determine if any 
benefit will be obtained. If-no improve- 
ment results, it seems useless to continue the 
medication. If improvement does occur, 
the aim should be to obtain the maximum 
benefit then reduce the daily dosage to the 
minimum required. Occasionally, comfort 
‘an be maintained by administration of 100 
mg. three times a day. Patients who take 
butazolidin should be warned to reduce their 
salt intake, as sodium retention and edema 
will quickly follow administration of the 
drug. Therefore, its use in patients with 
cardiac or renal damage may be harmful. 
As the drug has been available only a short 
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period, its final value remains undeter- 


mined. 

Butazolidin has also given symptomatic 
benefit to some patients with severe osteo- 
arthritis. Acute gout responds favorably 
to butazolidin and it may prove the most ef- 
fective treatment. Chronic gouty arthritis 
has been relieved by this agent; 100 to 600 
mg. daily in divided doses is sufficient to 
control symptoms. This drug also has the 
property of lowering the serum uric acid 
level. If this apparent effectiveness in gout 
continues and toxicity does not become a 
greater problem, some patients may find 
butazolidin more helpful than colchicine. 

HYALURONIDASE 

One of the distressing complications of 
hemophilia is hemarthrosis. It 
pears that injection of 1000 turbidity reduc- 
ing units of hyaluronidase (mixed with a 1 
per cent solution of procaine) into the 
acutely involved joint will relieve the pain 
and allow better mobility within forty-eight 
hours, resulting in 
joints." 


now ap- 


greater salvage of 


OTHER MEDICAL ADTUNCTS 

The increasing list of antibiotics makes 
available additional medications to combat 
infectious (bacterial) arthritis. However, 
they are indicated only when a specific ar- 
ticular infection is demonstrated. Roentgen- 
ray treatment continues to afford relief to 
many patients with rheumatoid spondylitis. 
The muscle-relaxing drugs, such as tolserol, 
are helpful in some patients with muscle 
spasm. 

CONCLUSIONS 

The medical adjunctive treatment of arth- 
ritis represents only one facet in our attack 
on this disease. Preservation of articular 
function is one of the primary aims, and use 
of drugs without the proper rest, physical 
therapy, general supportive measures and 
other accepted basic measures has failed to 
produce the best results. 

Aspirin and other salicylates remain val- 
uable therapeutic agents in most types of 
arthritis and despite enthusiasm for newer 
drugs, if the same benefits can be obtained 
from these simple medications, they should 
not be discarded in favor of toxic prepara- 


tions. 


and their correct use will afford more ri 
lief for those patients with arthritis. 
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DISCUSSION 
Dr. Jack Wickstrom, (New Orleans): I wish t 
congratulate Dr. Weiss on his comprehensive, co 
wish to echo his somb« 
words of caution as to the limitations of some of 
the newer steroid and other anti-rheumatic drug 
In this age of “Wonder Drugs,” “Miracle” fiber 


cise presentation, and 


and fabrics, jet planes and atomic bombs, wishful 


thinking has led some of us to develop a therapeuti: 
arthritis. Th 
search for the “Single Pill” or injection or the 
magic device that can be applied by simply pushing 
a button that will solve the multiple problems pr« 


misconcept in the problems of 


sented in managing arthritics is intriguing but im- 
practical. 

In dealing with any clinical problem with a 
many varied etiological and pathological facets as 
arthritis that n 
single therapeutic agent or device can be univer- 


presents, it should be obvious 


sally successful. However, combining proper drug 
therapy with a comprehensive plan of joint pro- 
tection during the period of acute inflammation, 
followed by therapeutic exercises once the inflam- 
matory reaction has subsided, and the preventio: 
of further trauma to the involved joints by ade- 
quate bracing, can salvage much useful functior 
in these joints and can rehabilitate many of thes« 
patients. 

Splinting of the acutely inflamed joint in a po- 
sition of function serves to prevent deformity, re- 
duce the degree of discomfort and the necessity fo 
large amounts of sedation. Splinting is maintained 
only as long as the acute inflammatory reaction is 
evident. 

Therapeutic exercises are invaluable in breaking 
the vicious cycle of muscle atrophy, joint instabil- 
ity—pain on attempted use, followed by furthe1 
inhibition of muscle tone and disuse. This is most 
dramatically evident in managing the osteoarth- 
ritic knee in which progressive resistance exercises 
by use of a weight suspended from the ankle can re- 
store tone to the quadriceps, and by doing so, pro- 
duce stability of the knee with subsequent reduction 


of pain in the osteoarthritic knee to the point of in- 


significance. 

The use of braces to correct deformity is best il- 
lustrated by the adaptation of hand braces used in 
restoring function after severe trauma. 
coming joint contractures and 


By over- 
restoring muscle 


During the last few years, though, 
other drugs have been shown to be of addi- 
tional value in the treatment of arthritis, 
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balance, many severely deformed arthritic hands 
can be restored to a remarkable degree of useful- 
ness. Bracing also offers much as a means of 
preventing joint trauma and subsequent reactiva- 
tion of the arthritic process. Such protective 
bracing is especially beneficial in managing arth- 
ritic knees and ankles. 

Cortisone and hydrocortisone appear most bene- 
ficial when utilized to diminish the severity of 
symptoms of pain and inflammation of the joints 


so that corrective therapeutic exercises can be in- 
stituted earlier and with more vigor. The local 
instillation of hydrocortisone into osteoarthritic and 
post-traumatic arthritic knee joints has been most 
encouraging in this respect. 

Butazolidin has proved exceptionally beneficial 
in the same respect of alleviation of acute joint 
symptoms to allow restoration of joint motion by 
early exercises. This has been especially true in 
adhesive peri-capsulitis. 
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DIAGNOSIS OF DIABETES 

This year, November 15 to November 21, 
is Diabetes Week. Special attention will 
be directed during this week to finding the 
unknown diabetic. The campaign has been 
inspired and organized by the American 
Diabetes Association and accomplished 
through the combined efforts of the Asso- 
ciation with the State and county medical 
societies. Local programs are sponsored 
and conducted directly by the local societies. 
In previous years it has been felt that prob- 
ably for every diabetic under treatment 
there is one that is yet undetected. When 
this diabetes is recognized and control in- 
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stituted, the better chance there will be t 
avoid deteriorations. 


While diabetes is one of the few import- 
ant diseases in which laboratory procedures 
are necessary for intelligent management, 
careful clinical examination is essential for 
diagnosis. Only by such means can the 
proper classification be done and adequate 
laboratory procedures carried out. At this 
point it is necessary to emphasize again that 
the absence of sugar in the urine and a nor- 
mal blood sugar do not eliminate diabetes. 
On the basis of experience, the American 
Diabetes Association has adopted standards 
which can be considered the upper limit of 
normal for blood sugar. Using venous blood 
in the Folin and Wu method, a blood sugar 
fasting of over 130, or after eating over 
200, diabetes is regarded as present. How- 
ever, Joslin makes the statement that “pa- 
tients with glycosuria whose venous blood 
sugar is 130 mg. per 100 cc. fasting, or 170 
mg. per 100 cc. at any other time of day, 
are diagnosed as diabetics.”’ With capillary 
blood sugar determinations used in the 
Folin-Malmros method the figures are 
slightly higher. 

In many instances in which clinical ex- 
amination is suggestive but blood sugar de- 
terminations are inconclusive, glucose tol- 
erance tests, possibly repeated, become es- 
sential. Also, in some patients without 
symptoms and with glycosuria, glucose tol- 
erance tests are also necessary. At this 
point the matter for the clinician to decide 
is which glucose tolerance test and what is 
its interpretation. Womack and Moyer' 
have reported on the evaluation of four 
types of glucose tolerance tests in a hetero- 
geneous group of 71 patients with glyco- 
suria and without symptoms. The tests 
were the four commonly used, which were 
the three hour, one dose (“standard’’) oral 
test, the one hour two dose (Exton-Rose) 
test, the intravenous test, and the two hour 
postprandial blood sugar level. They found 
significant disagreements in the interpre- 
tations of these tests as pertaining to indi- 
vidual patients. They found that fasting 
blood sugar levels, per se, were unreliable 
criteria for determining the presence or ab- 
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sence of diabetes mellitus, and similar dis- 
turbaneces of carbohydrate metabolism. 
They also reported that although the in- 
travenous tolerance test was somewhat less 
sensitive than the standard oral test. both 
were considered satisfactory as clinical 
tests in suspected cases of diabetes melli- 
tus. They considered the postprandial 
blood sugar determination compared well 
enough with the standard test to be of value 
as a presumptive test for diabetes. The one 
hour, two dose, oral (Exton-Rose) test they 
considered as excessively sensitive and un- 
reliable and should be discarded as a diag- 
nostic laboratory procedure. They found, 
additionally, that the correlation between 
the degree of glycosuria and the severity of 
disturbance of glucose tolerance in this 
group of patients was poor. On the basis 
of the standard test among these 71 patients 
with glycosuria, 21 were found to be dia- 
betic, 15 presumably diabetic, and 35 nor- 
mal. 

Soskin® has advocated adherence to the 
intravenous glucose tolerance test on the 
basis of clinical considerations and the re- 
sults obtained in experimental animals. He 
considers that the glucose tolerance test is 
chiefly an index of the efficiency of the 
blood sugar regulation by the liver under 
the influence of various endocrine glands, 
in which the hormones from the pancreas 
are among others that are contributory. He 
feels that the variability of absorption from 
the intestinal tract when glucose is given 
by the oral route is such as to make the test 
under these conditions practically worth- 
less. 


To further clarify a situation when even a 


- 


glucose tolerance test is inconclusive, Ber- 
ger*® advised administration of 100 mg. of 
corticotropin prior to the standard glucose 
tolerance test. The test was carried out on 
known diabetics, siblings of known dia- 
betics, and controls. In 12 known diabetics, 
after corticotropin, the curve was approxi- 
mately 30 per cent higher at two hours than 
without corticotropin. Among 14 siblings, 
the blood sugar at two hours averaged 200 
before, and 280 after the administration of 
corticotropin. In 38 controls, there were 
two instances in which the use of cortico- 
tropin was followed by a rise in the blood 
sugar curve which was regarded as signifi- 
cant. The author suggests that this study 
may improve the sensitivity of the glucose 
tolerance test but that appropriate follow- 
ups of from five to ten years will be neces- 
sary to prove it. 

Best has stated recently that a lack of 
insulin produces a failure of fat, protein, 
and carbohydrate formation and storage, a 
decreased oxidation of sugar and derange- 
ment of phosphate and potassium metabo- 
lism, with a loss of these substances, as well 
as sugar, nitrogen, and ketones, from the 
body. 

With these considerations in mind, the 
physician can approach the problem of diag- 
nosis of diabetes with gravity. He should 
feel that the problem is one susceptible of 
solution if given sufficient time and co- 
operation. 
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ORGANIZATION SECTION 


The Executive Committee dedicates this section to the members of the Louisiana 
State Medical Society, feeling that a proper discussion of salient issues will cuntrib- 
ute to the understanding and fortification of our Society. 


An informed profession should be a wise one. 


1954 ANNUAL MEETING 
The 1954 Meeting of the Louisiana State 
Medical Society will be held in New Orleans 
on May 20, 21, and 22 (Thursday, Friday, 
and Saturday) with headquarters at the 
Roosevelt Hotel. 


After discussion with members of the So- 
ciety in various sections of the State, it was 
concluded that it was not possible to obtain 
suitable accommodations for this meeting 
outside of the City of New Orleans. The 
Orleans Parish Medical Society, as a conse- 
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quence of this, has agreed to again be host 
to the Society in 1954 and plans are now un- 
der way for arrangements in connection 
with the meeting. 

Although there has been considerable de- 
lay in initiating these plans, with the co- 
operation of the doctors of New Orleans, 
the Roosevelt Hotel and the Chamber of 
Commerce, a good meeting is anticipated. 
Further data concerning the meeting will 
be published when this is available. 


( 
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TOO LITTLE, TOO LATE 

When the House of Delegates approved 
and adopted our group plan of accident and 
health insurance, the Continental Casualty 
Company of Chicago, one of the oldest and 
most reliable companies writing this kind of 
insurance today, agreed to accept all appli- 
cants regardless of disability and without a 
doctor’s examination, provided 50°, of our 
members enrolled during the Charter En- 
rollment Period. 


For one reason or another 75°, of our 
members waited for 50° to apply. You 
procrastinated too long. The enrollment 
period has ended; consequently the com- 
pany had to refuse coverage to the uninsur- 
able doctors. 

You are reminded, however, that you may 
still enroll at any time if you are in good 
health. You should submit your application, 
because this is your plan. It is sponsored 
by your Society, for your benefit. It needs 
your support and you need its protection. 
You will receive better service if you are 
insured by a company sponsored by your 
Society, and where you can take up any 
claims or other matters locally, because all 
claims will be paid by Emery & Kaufman, 
314 Camp Street, New Orleans, Louisiana 
State Administrators for the Continental 
Casualty Company. 

If enough interest is shown by our mem- 
bers, during the next few months, we will 
request the Company to allow us the privi- 
lege of another open enrollment period, 
during which time they will again accept 
application from the uninsurable members 
and issue policies to them, if a sufficient 
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number of our members enroll to bring th 
total number up to 50 per cent of the tota 
membership in our Society. Since the Com 
pany has agreed to include the number ot 
members already enrolled in the Orlean: 
-arish Medical Society group as part of th: 
required 50 per cent, it should not be to 
har a task to secure the percentage request 
ed of us, and this should be our inducement 
to all members—the insurable as well as th« 
unsurable—to enroll at once. 

Many of our fellow members cannot get 
this insurance or any other insurance, with- 
out being rated up or submitting to some 
waiver provision, unless they secure sam«¢ 
through our group policy, and then onl) 
during an open enrollment period. If the 
members who have no disability would en- 
roll, it would help our less fortunate mem- 
bers to protect themselves and their fami- 
lies, and would no doubt encourage the Com- 
pany to give them another chance at an 
open enrollment period. Won’t you enroll 
now while you can? Tomorrow may be too 
late. 
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WORTHWHILE SUGGESTION 

Your Secretary attended a most interest- 
ing and enthusiastic meeting of a joint ses- 
sion of the Evangeline Parish and Avoyelles 
Parish Medical Societies on October seventh 
at Ville Platte, where he among other mem- 
bers and legislator guests discussed the 
question of chiropractic as it affects our 
State and the Nation. It was a very in- 
structive meeting from many points of view, 
creating quite a bit of interest and en- 
thusiasm and establishing methods of con- 
tacting our legislators in our fight against 
these cultists at our next legislative session. 

We believe that more meetings of this na- 
ture should be held by our component par- 
ish societies, inviting the respective legisla- 
tors of these parishes to the meetings. Much 
can be accomplished in educating these leg- 
islators as well as some doctors as to what 
chiropractic would mean to our State if they 
were legalized to practice here. 

After the legislature is in session, it will 
be too late to meet and defeat this attack 
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upon our profession and especially to pro- 
tect our people from the damaging effects of 
allowing these cultists to practice in our 
State. We should begin our campaign now 
to pledge our legislators to vote against any 
bill they might have introduced to legalize 
themselves to practice in Louisiana. 

You know that these chiropractors are 
working and have been active since the last 
session of the legislature. 

Don’t let us be caught with our “pants 
down.” Why not get busy and help us give 
these cultists the worse beating they have 
ever received? 

We would not suggest or be in favor of 
changing our Medical Practice Act. This 
Act has been upheld by not only the Su- 
preme Court of Louisiana but also by the 
Supreme Court of the United States, and in 
every case where it has been appealed to 
these Courts, the decision has always been 
in favor of the State Board of Medical Ex- 
aminers, and against the Chiropractor. 
This, we think, speaks well for our law, and 
too, quite a few of the states have copied 
our Act, and the practice of medicine in 
these respective States is controlled by it 
today. 

Of course, the Chiropractors, first of all, 
would like to have their separate Board, and 
the next best thing they would like would 
be to have our Act amended. 

If every member of our Society does his 
or her duty in this fight, we can defeat their 
efforts to be legalized to practice their cult 
in Louisiana and keep our Medical Practice 
Act as it is at the present time. 
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LOUISIANA ACADEMY OF GENERAL 
PRACTICE 
The Louisiana Academy of General Prac- 
tice held its Annual Convention at the Bent- 
ley Hotel, Alexandria, on September 21-23, 
and to say it was a very enjoyable and in- 
structive meeting would be putting it rather 
mildly. There was a good attendance and 
the members of the faculty of the Univer- 
sity of Tennessee presented the practition- 
ers with a very instructive program which 
was enjoyed by all present. 
It was my pleasure to attend this meeting 





with Dr. Philip H. Jones, our President, and 
it goes without saying that we enjoyed not 
only the scientific treat offered but the 
many courtesies shown us and the delight- 
ful social functions planned for the enjoy- 
ment of its members and guests. 

The following officers were elected for 
1953-1954: 

President—Dr. John W. Atkinson, Gret- 
na, La. 

President-elect—Dr. Janie Topp, Lake 
Charles, La. 

Secretary—Dr. Esmond A. Fatter, New 
Orleans, La. 

Ist Vice President—Dr. Vincent P. Blan- 
dino, New Orleans, La. 

2nd Vice President—Dr. W. A. McBride, 
Shreveport, La. 

Treasurer—Dr. Edwin R. Guidry, New 
Orleans, La. 

-ast President—Dr. E. L. Carroll, Colum- 
bia, La. 
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THE ST. LOUIS CLINICAL SESSION 

If the members of our Society expect to 
attend the Sevesicn Annual Clinical Session 
of the American Medical Association De- 
cember 1-4 in St. Louis, it is time to make 
hotel and traveling reservations. Judging 
from the program prepared for this year, 
we might expect an unusually interesting 
meeting, covering many and varied topics, 
furnishing a post-graduate course in medi- 
cine and surgery. 

INTERESTING OBSERVATION 

Does the following sound like we have a 
shortage of doctors in this country? Many 
of the people who are claiming a shortage 
of doctors exists, often do so to create the 
impression that the American people are 
suffering from the want of good medical 
care, and as a remedy, they would and do 
advocate government medicine, which we 
all know would give us political medical 
services, inferior in character, and wholly 
unacceptable to the American people. The 
citizens of this nation still believe in the 
free-enterprise system of medicine and de- 
mand the preservation of that most precious 
personal relationship between doctor and 
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patient, and will not be satisfied with less. 

“TWICE AS MANY interns and resident 
physicians today are completing their train- 
ing and furthering their education through 
hospital work as there were prior to World 
War II. During 1952-1953, there were 
7,645 interns and 16,867 resident physicians 
on duty in the nation’s hospitals, compared 
to a total of approximately 12,000 in 1940.” 

FACTS WORTH KNOWING 

The term of years during which there is 
a legal obligation to pay debts varies from 
two vears in Texas to eight years in Wyo- 
ming. Legal action to collect a bill must be 
taken within the statutory period or the 
debt is outlawed and a physician, for ex- 
ample, cannot recover at law from the pa- 
tient. 

The following is a resumé of the statutory 
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periods in the forty-eight states and the 
District of Columbia taken from a recent 
issue of Medical Economics: 

Z vears: Texas. 

3 years: Alabama, Arizona, Arkansas, 
Delaware, District of Columbia, Florida, 
Kansas, Louisiana, Maryland, Mississippi, 
North Carolina, Oklahoma, Virginia, and 
Washington. 

4 vears: California, Georgia, Idaho, Ne- 
braska, Nevada, New Mexico, and Utah. 

5 years: Illinois, lowa, Kentucky, Mis- 
souri, Montana, West Virginia. 

6 vears: Colorado, Connecticut, Indiana. 
Maine, Massachusetts, Michigan, Minne- 
sota, New Hampshire, New Jersey, New 
York, North Dakota, Ohio, Oregon, Pennsy]- 
vania, Rhode Island, South Carolina, South 
Dakota, Tennessee, Vermont, Wisconsin. 


8 years: Wyoming. 
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CALENDAR 
PARISH AND DISTRICT MEDICAL SOCIETY MEETINGS 


Society 


East Baton Rouge 
Morehouse 


Date 
Second Tuesday of every month 
Third Thursday of every month 


Place 


Baton Rouge 
Bastrop 


Natchitoches Second Tuesday of every month 

Orleans Second Monday of every month New Orleans 
Ouachita First Thursday of every month Monroe 
Rapides First Monday of every month Alexandria 
Sabine First Wednesday of every month 

Second District Third Thursday of every month 

Shreveport First Tuesday of every month Shreveport 
Vernon First Thursdav of everv month 


DR. JAMES ALLEN ELECTED CHAIRMAN OF 
THE NATIONAL COMMITTEE FOR RE- 
SEARCH IN EYE DISEASES AND 
DISABILITIES 

Dr. James Allen, Professor of Ophthalmology, 
Tulane University, New Orleans, has been elected 
chairman of the newly formed National Committee 
for Research in Eye Diseases and Disabilities, an 
organization opening a new era in the nation’s ef- 
fort to reduce 
handicapped through eye disorders. 


the alarming number of persons 
“solid 
front” affiliation of medical and rehabilitation au- 
thorities was formed during the meeting in Chi- 
of the American Academy of Ophthalmology 


and Otolaryngology. 


The new 


cago 


Recognition many months ago of a growing need 
for closer cooperation brought together representa- 
tives of professional and lay groups, including all 
established and accredited organizations of national 
scope. 

“Too long have eye physicians had insufficient 


understanding of the total problem of the visually 
handicapped; and those concerned with education 
and rehabilitation have failed to help in promoting 
research to prevent eye disabilities,” declared Dr. 
Allen when accepting his new position. 

Applauding what he termed, “a significant prom- 
ise of concerted action,” Committee Secretary, Dr. 
Lorand V. Johnson, Professor of Ophthalmology, 
Western Cleveland, summa- 
rized the airs of the group as including: assess- 


Reserve University, 
ment of research and training needs, encourage- 
ment and assistance to medical schools, national 
referral activities, promotion of cooperation be- 
tween professional and lay groups, and such spe- 
cial research as cannot be effectively solved by any 
single member agency. 

Other officers in addition to Dr. Allen and Dr. 
Johnson are: Dr, V. Everett Kinsey, Professor of 
Ophthalmic Research, Wayne University, Detroit, 
and Director of Ophthalmic Research, Kresge Eye 
Institute, Detroit, first vice-president; M. Robert 
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Barnett, Executive Director of the American 
Foundation for the Blind, New York, second vice- 
president; Dr. Franklin Foote, Executive Director 
of the National Society for the Prevention of 
Blindness, New York, treasurer. 


TWO NEW DEPARTMENT HEADS NAMED 
AT LSU 

Two new department heads have been named to 
fill vacancies at the Louisiana State University 
School of Medicine, it has been announced by Presi- 
dent Troy H. Middleton. 

Dr. Hugh Thompson Beacham, former clinical 
associate professor and a member of the L.S.U 
School of Medicine faculty since 1931, was named 
professor and head of the department of urology. 
Dr. C. Barrett Kennedy, former clinical associate 
professor of dermatology, was named professor and 
head of the department of dermatology. 

Dr. Beacham has been an instructor, assistant 
professor and clinical assistant professor at the 
L.S. U. School of Medicine. Prior to this he was a 
clinical assistant at Tulane University. He has 
also been a senior visiting surgeon in the Charity 
Hospital urology division. 

Dr. Beacham replaces Dr. P. Jorda Kahle who 
retired recently. The new department head is a 
native of Summit, Miss., received a B.S. degree 
from the University of Mississippi and M. D. and 
M.S. degrees from Tulane. 

Dr. Kennedy replaces the late Dr. James K. 
Howles as head of the department of dermatology. 
Serving L.S. U. since 1934, Dr. Kennedy received 
his M. D. degree from the Tulane Medical School 
in 1932 and interned at Charity Hospital. 


TUBERCULOSIS CONFERENCE 

Dr. C. M. Sharp, Jacksonville, Florida, was 
elected president of the Southern Tuberculosis 
Conference for 1954 by the delegates attending the 
1953 Conference held in New Orleans at the Jung 
Hotel on October Ist, 2nd, and 3rd. 

Miss Marietta Rocquet, executive secretary of 
the Tuberculosis Association of New Orleans, was 
elected vice-president, and Bryan Wilson of Mem- 
phis, secretary-treasurer. 

The Southern Trudeau Society, medical section 
of the tuberculosis association, elected officers 
with Dr. P. M. Huggin of Knoxville as president; 
Dr. Sydney Jacobs of New Orleans as vice-presi- 
dent; and Dr. Robert K. Oliver of Montgomery, 
Ala., as secretary. 

Named to the Executive Council of the Southern 
TB Conference organization where Julian Sipple 
of Savannah, Ga.; Thomas Debeney of Charleston, 
W. Va.; Dr. Huggin; and K. W. Grimley of Bir- 
mingham, Ala., and out-going president of the 
Conference. 

Over 400 tuberculosis association workers and 
TB doctors attended the 39th annnual event being 
held in New Orleans for the first time. Outstand- 
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ing speakers from the Veteran’s Administration, 
the National Tuberculosis Association, the Ameri- 
can Trudeau Society, and from England appeared 
on the three day program. 

The Conference will be held next fall in Ashe- 
ville, N. C. 


AAGP PLANS ANNUAL ASSEMBLY 
IN CLEVELAND 

The American Academy of General Practice 
makes the first official announcement of its Sixth 
Annual Scientific Assembly which will be held 
March 22-25, 1954 in Public Auditorium, Cleve- 
land, Ohio, by disclosing the names of such top- 
flight men as Sir Alexander Fleming, Dr. Howard 
Rusk, and Dr. E. J. McCormick who are headlining 
the scientific program. 

The entire program will be presented by men of 
equal note and by leaders in the fields to be cov- 
ered. Family doctors who have already heard of 
the meeting, term it the most significant and in- 
teresting yet presented by the Academy. The pro- 
gram itself will be fast-paced, well diversified, and 
completely applicable to daily practice. 

The Committee on Scientific Assembly, headed 
by Dr. John Mosher of Coeymans, N. Y., promises 
that these four days will unquestionably be the most 
pleasant, as well as the most instructive, doctors 
have ever spent at a medical meeting. 

A quick look at the program shows symposia on 
peptic ulcer, tuberculosis, headache and dizziness, 
and antibiotics, a live clinic on rehabilitation pro- 
cedures, presentations on the commonly missed di- 
agnoses of skin diseases, the almost forgotten 
woman—the routine multipara, and unnecessary 
gynecologic surgery. Arthritis, anemia, surgical 
problems and recent advances in therapeutics will 
also be covered. 

To supplement the formal lecture program, the 
Committee is putting together a scientific exhibit 
section of equal distinction and interest. The list 
is still in process of selection, but it will include 
more than 60 exhibits. At least half of them will 
be original, making their debut at this meeting. All 
of them will be closely integrated with the lecture 
program. 

A full social program is being planned for the 
wives culminating with a President’s Reception, 
the first the Academy has had, for the entire at- 
tendance. 


MIDWINTER SEMINAR IN OPHTHALMOL- 
OGY AND OTOLARYNGOLOGY 

The eighth annual University of Florida Mid- 
winter Seminar in Ophthalmology and Otolaryn- 
gology will be held at the Sans Souci Hotel in 
Miami Beach the Week of January 18, 1954. The 
lectures on Ophthalmology will be presented on 
January 18, 19 and 20, and those on Otolaryngology 
on January 21, 22 and 23. A midweek feature 
will be the Midwinter Convention of the Florida 
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Society of Ophthalmology and Otolaryngology on 
Wednesday afternoon, January 20, to which all 
registrants are invited. The registrants and their 
wives may also attend the informal banquet at 8 
p. m. on Wednesday. The Seminar schedule per- 
mits ample time for recreation. 


The Seminar lectures on Ophthalmology this 
year are Dr. W. B. Anderson, Durham, N. C.; Dr. 
W. P. Beetham, Boston; Dr. W. C. Owens, Balti- 


more; Dr. A. B. Rees and Dr. M. C. Wheeler, both 
of New York City. Those lecturing on Otolaryngol- 
ogy Dr. E. N. Broyles, Raltimore; Dr. H. P. 
House, Los Angeles; Dr. W. M. McNally, Moitrea! 
Canada; Dr. Dorothy Wolff and Dr. D. Woodman, 
New York City. 


are 


POST-GRADUATE TEACHING FUND FOR 
GIFT SUBSCRIPTIONS TO HOSPITALS 
The Proctology 
nounces 


International 

the post-graduate 
teaching fun to provide gift subscriptions to the 
American Journal of Proctology to 750 of the lar- 


Academy of an- 


establishment of a 


gest Hospital Libraries in this country and abroad. 
the Journal of Proctology 
is the only official Proctologic Journal in the world, 


Inasmuch as American 
these subscriptions will provide a continuing post- 
graduate course for interns, residents and hospital 
attending staffs in all major hospitals. 


As a teaching and educational organization, the 


Academy is pre-eminent in Proctology. The An 
nual Conventions are literally post-graduate 


the Journal has raised the level of 


Proctology throughout the world. 

The Academy of Proctology re- 
cently announced the establishment of a Research 
Fellowship in Proctplogy with a grant of $1200.00 
to the Jersey City Medical Center, Jersey City, New 
Jersey. 


courses, and 


International 


1954 IODINE RESEARCH AWARD 
NOMINATIONS REQUESTED 

Nominations are now being received by the 
American Pharmaceutical Association for the 1954 
Chilean Iodine Educational Bureau Award recog- 
nizing outstanding research in the chemistry and 
pharmacy of iodine and its compounds as applied 
in pharmacy or medicine. 

The award consists of $1,000 and a diploma set- 
ting forth the reasons for selection of the recipient. 
It may be presented each year at the annual meet- 
ing of the Association. 

Any member of the Association may propose a 
nominee by submitting eight copies of each of the 
publications to be considered in the competition, a 
biographical sketch of the nominee including date 
of birth, and a list of his publications. Eight copies 
of the nomination must be submitted to Robert P. 
Fischelis, Secretary of the American Pharmaceuti- 
cal Association, 2215 Constitution Ave., N. W., 
Washington 7, D. C. To be eligible for the 1954 
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Award, nominations must be received on or before 
January 1, 1954. 

A nominee must be a resident of the United 
States or Canada. He must have accomplished 
outstanding research in the chemistry or pharmacy 
of iodine and its compounds as applied in pharmacy 
or medicine. 

During the period covered by the nomination 
the nominee shall have been actively engaged in, 
shall have completed, or shall have published a re- 
port upon the line of investigation for which the 
award is made. During the period of two years 
prior to the date of nomination, the nominee shall 
not have been engaged in research under the spon 
sorship of the Chilean Iodine Educational Bureau, 
Inc. 

The recipient will be selected by an award com- 
mittee which is appointed by the chairman of the 
Association’s Council. The present committee in 
cludes Justin L. chairman; Paul Block 
Gershenfeld, Harvey B. Haag, Lloyd M 
Parks, Heber W. Youngken, and Charles O. Wil- 


son. 


Powers, 
Louis 


The recipient will deliver a paper or lecture upon 
the subject of his scientific work at the meeting 
at which the award is conferred. His paper, or ad- 
dress, will then be published in the Journal of the 
American Pharmaceutical Association. Travel ex- 
pense to the meeting at which the award is to be 
made is provided for up to $250. 


CONFERENCE ON CARE OF THE 
LONG-TERM PATIENT 

Grants totalling $35,000 to provide for the na- 
tional Conference on Care of the Long-Term Pa- 
tient, to be held in Chicago, March 18-20, 1954, 
have been made by the Rockefeller Foundation, 
the Liberty Mutual Insurance Company, the New 
York Life Insurance Company, the Metropolitan 
Life Insurance Company, and the Equitable Life 
Assurance Society. Approximately half of the 
funds needed are required for the preparatory or 
pre-Conference phase and have been made avail- 
able by the Foundation. The other half—for the 
Conference meeting—has been provided by the in- 
surance companies. 

The American Hospital Association, the Ameri- 
can Medical the American Public 
Health Association, the American Public Welfare 
Association, and the U. S. Public Health Service 
are serving as sponsors and supplying staff for 
the Conference, which has been envisioned as the 
logical sequel to the previous National Conference 
on the Preventive Aspects of Chronic Illness which 
was held in Chicago in March of 1951. The Com- 
mission on Chronic Illness is serving as the plan- 
ning committee for the 1954 Conference. 


Association, 


BECTON, DICKINSON INTRODUCES NEW 
INTERCHANGEABLE SYRINGE 
Becton, Dickinson and Company has announced 
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the introduction of “BD Multifit,” a new syringe 
that provides the convenience and economy of in- 
terchangeable parts, the performance of an indi- 
vidually fitted syringe and the durability of a clear 
glass molded barrel. 

A leader in the syringe field since 1898, when it 
first began to produce the then revolutionary Luer 
all-glass syringe, the company revealed that Multi- 
fit has been achieved after many years of research 
and development of special equipment. 

Multifit syringes are being introduced in 2 cc. 
and 5 ec. sizes. Later the company plans to intro- 
duce additional sizes. 

Performance of the new interchangeable syringe 
has been tested for two years in metropolitan hos- 
pitals. In every case, exceptional savings in time 
and equipment were reported. 
ming were virtually eliminated. Nurses were able 
quickly to reassemble, handle and clean the equip 
ment. 

Multifit Dickinson 
and Company principle of unground, molded clear 
glass barrels to preserve the protective “skin” of 


3ack-flow and jam- 


syringes apply the Becton, 


the glass and thus to ensure maximum durability. 


DRAMATIC RESULTS WITH ISUPREL 
CITED IN TREATING EMPHYSEMA 

Use of Isuprel, a sympathomimetic aerosol, has 
produced “very dramatic relief following a few in- 
halations” in patients experiencing bronchiola. 
spasm accompanying emphysema, according to Dr. 
Louis L. Friedman, Birmingham, la. 

Writing in the Journal of the Medical Associa- 
tion of the State of Aiabama (22:255, April 1953), 
he calls the ultimate prognosis in emphysema 
“noor” but adds that Isuprel and similar drugs are 
indicated in relieving spasm. Regular and routine 
use of Isuprel is frequently necessary. 

Dr. Friedman recommends use of a barbiturate. 
bromide or any satisfactory sedative in acute at- 
tacks of dyspnea to relieve the apprehension of the 
patient. Anxiety tends to aggravate all of the 
clinical symptoms, especially dyspnea, he notes. 


BOOK R 


Sterility: Its Cause and Treatment; by J. 
Rommer, Springfield, Ill., Charles C 
1952, pp. 427, Illus. Price $12.50. 
This book on sterility by Dr. Jay Rommer has a 

very large assortment of facts and theories per- 

taining to the barren couple. However, the book 
is poorly organized in that there is no systematic 
approach to the study of a sterile couple. Much 
more important, is the fact that there is no effort 
made to differentiate the important from the un- 
important details. Too much space is given to the 
trivia and not enough to the significant aspects 
of a sterility work-up. 

For the modern gynecologist interested in steril- 


Jay 
Thomas, 
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SURGICAL ASSOCIATION OF LOUISIANA 

The Surgical Association of Louisiana will hold 
its Sixth Annual Meeting on Sunday, November 
15, at the St. Charles Hotel, New Orleans, Louis- 
iana, at which time the following scientific pro- 
gram will be presented: 

Abdomino-perineal Resection of the Colon and 
Rectum, by Dr. Charles H. Mosely, Attending Sur- 
geon, Lady of the Lake Hospital and Baton Rouge 
General Hospital, Baton Rouge, Louisiana. 

The Complications of Colostomy, by Dr. Law- 
rence J. O’Neil, Chief, Independent Surgical Serv- 
ice, Charity Hospital, New Orleans, Louisiana. 

Care of the Injured Hand, by Dr. Michael L. 
Mason, Professor of Surgery, Northwestern Uni- 
versity, Attending Surgeon, 
Hospital, Chicago, Illinois. 

Benign Breast Lesions, by 
Assistant 


Passavant Memorial 
Dr. Samuel Karlin, 
Professor of Surgery, Louisiana State 
Medical School; Sr. Surgeon, Touro 
Infirmary; Sr. Visiting Surgeon, Charity Hospital, 
New Orleans, Louisiana. 


University 


Benign Pancreatic Disease, by Dr. Charles B. 
Puestow, Clinical Professor of Surgery, University 
of Illinois College of Medicine; Chief, of Surgery, 
Henroten Hospital, Chicago, Illinois; Chief, Surgi- 
cal Service, Administration 


Veterans Hospital, 


Hines, Illinois. 

Officers 
President—Dr. T. Jeff McHugh, Baton 
lst Vice-President—Dr. J. 

Orleans. 
2nd 
Monroe, 


Rouge. 
Kelly Stone, New 


Vice-President—Dr. George W. Wright, 


Treasurer—Dr. Edmund L. Leckert, New Or- 
leans. 

Secretary—Dr. Henry G. Butker, New Orleans. 

Additional Members of the Board of Directors: 

Dr. Howard R. Mahorner, New Orleans; Dr. 
Joseph A. Danna, New Orleans; Dr. John A. Hen- 
Ambrose H. Storck, New 
Orleans; Dr. Roy B. Harrison, New Orleans; Dr. 
W. Kernan Baton 


Rives, New Orleans. 


drick, Shreveport; Dr. 


Irwin, Rouge; Dr. James D. 


EVIEWS 


ity this book offers nothing new. For the general 
practitioner working to improve his knowledge of 
the cause and treatment of sterility, only confusion 
is offered. 

Entirely too much emphasis is placed on the 
pelvic pathology produced and the necessity for 
surgical correction of the retrodisplaced uterus. 
There are still some legitimate reasons for sus- 
pension of the uterus, but these are few and far 
between. 

Also a statement is made that malignant degen- 
eration occurs in about five per cent of fibroids. 
This was obtained from a reference printed in 
1906. In 1952, when this book was _ published, 





454 


most authorities in this country placed the figure 
at less than one per cent. 
All in all, in too many important aspects, this 
book is way out of date. 
M. DURALDE CLAIBORNE, M. D. 


Battle Casualties; by Gilbert W. Beebe, Ph. D. and 
Michael E. De Bakey, M. D. Springfield, IIl., 
Charles C Thomas, Publisher, 1952. pp. 277, il- 
lus. Price $10.50. 


In Battle Casualties the authors have collated 


data of the Army Medical Service of World War 
II in order to aid in the planning and evaluation 
of surgical care for the wounded in modern war- 
The book is primarily of interest to the 
military surgeon; however, the opinions expressed 
are those of the authors and not of the Army. 


fare. 


This volume will prove af great interest to the 
men being called into the medical services at the 
present time. The civilian surgeon can obtain 
much valuable information about the purposes and 
problems of the military surgeon as well as about 
planning necessary for civilian defense. 

The most impressive aspect of the volume is the 
tremendous amount of data which has been sifted 
and rendered into graphs and tables. It is useful 
for teaching and for obtaining data for comparison 
with hospital! statistics. 

PAUL TRAUTMAN, M. D. 


A Textbook of Clinical Neurology; with an Intro- 
duction to the History of Neurology; by Israel 
S. Wechsler, M. D. 7th ed. Philadelphia, W. B. 
Saunders, 1952. Pp. 801, illus. Price $9.50. 
The seventh this text remains the 

reference of choice for practitioners in the fields 

of medicine other than Neurology as well as a 

ready reference text for the practising neurologist. 


edition of 
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As pointed out in the preface to this edition, the 
subject of treatment of infectious diseases of the 
nervous system has been revised. In addition newer 
concepts in neurology, developed since 1947, the 
date of the last edition of this text, have been in- 
cluded. 

The clear and concise approach to neurological 
examination found in the previous editions of this 
work is retained. The section on psychological 
diagnosis though brief, is overly compensated for 
by the dynamic approach to the neuroses found in 
the latter part of the text. The concluding intro- 
duction to the history of neurology completes a 
text which should be of invaluable use to the prac- 
tising clinician. 

T. BLocn, M. D. 


PUBLICATIONS RECEIVED 

Winfred Funk, Inc., N. Y.: Cure Your Nerves 
Yourself, by Louis E. Bisch, M. D. 

Lea & Febiger, Phila.: A Primer of Cardiology, 
by George E. Burch, M. D. (2nd Edit.); Spatial 
Vectorcardiography, by George E. Burch, M. D., 
J. A. Abildskov, M. D., and James A. Cronvich, 
M. S. 


Health Education Council, N. Y.: Films in Psy- 
chiatry, Psychology & Mental Health, by Adolf 
Nichtenhauser, M. D., Marie L. Coleman and David 
S. Ruhe, M. D. 

Medical Library Co., N. Y.: Respiratory Dis- 
eases and Allergy, by J. S. Smul, M. D. 

North Castle Books, Greenwich, Conn.: It’s NOT 
ALL In Your Mind, by H. J. Barglund, M. D., and 
H. L. Nichols, Jr. 

Charles C Thomas, Springfield, Ill.: A Source- 
Book of Medical Terms, by Edmund C. Jaeger, 
D.Se.; Regional Block, by Daniel C. Moore, M. D. 
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